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THE NAMING CENTRE, WITH THE REPORT 
OF A CASE INDICATING ITS LOCATION IN 
THE TEMPORAL LOBE. 


By CHARLES K. MILLS. M.D., 


‘* Professor of Mental Diseases and of Medical Jurisprudence in the University of Penn- 
_ sylvania; Neurologist to the Philadelphia Hospital, etc.; 


Mata 
J. W. McCONNELL, M.D., 


‘Instructor in Nervous Diseases and Electrotherapeutics, and Chief of the Nervous 
: Clinic in the Philadelphia Polyclinic ; Assistant Physician to St. Clement’s 
Epileptic Hospital. : 


HE setting apart of a special area with the desig- 
nation, zaming centre,1S in accordance with the 

_ views of Broadbent, Kussmaul and Charcot. Ac- 
cording to Broadbent, the formation of an idea 

of any external object is the combination of the evi- 
dence respecting it received through all the senses. 
For the employment of this idea in intellectual opera- 
tions it must be associated with and symbolized by 
name. The structural arrangement connected with this 
process, he supposes to consist in the convergence from 
all the receptive centres of tracts which go to a convo- 
lutional area on the sensory side of the nervous system, 
which may be called the naming centre. Its correlative 
motor centre is the propositionizing centre, in which 
names or nouns are set in framework for outward ex- 
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pression, and in which a proposition is realized in con-— 
sciousness or mentally rehearsed. The destruction of 

this centre would cause loss of memory of names. or 
nouns. As a provisional guess Broadbent placed this 
centre in an unnamed lobule situated on the under sur- 
face of the temporal love, near its junction with the 
occipital lobe, where he believed fibres from all the per- 
ceptive centres converge to,and end in the cortex of this 
region. A careful study. of the entire subject of speech 
disturbances, including an analysis of cases already re- 
ported, will be convincing as to the necessity of a higher 
area for thought and speech, intermediate between the 
sensory or receptive centres and the motor or emissive. 

Other names which have been applied to this centre 
or area are zdea centre and concept centre. Some author- 
ities, as Ross’ and Bastian, do not consider that it is 
necessary to have a particilar region of the brain in 
which concepts are elaborated and symbolized by name; . 
but even Ross and Bastian acknowledge a special de- 
velopment of the cortex for concepts and names, but 
would not restrict it to an isolated area. 

Recently a case which seems to be convincing as to 
the existence and localization of this naming or idea 
centre has fallen under our observation, one which 
would seem not only to support the separate localization — 
of such a region but also to confirm Broadbent’s specu- 
lation, made long ago, as to the position of this centre — 
in the temporal lobe. 

This patient was seen in consultation with Dr. Wil- 
son Bowers. The following is a condensed history of 
the case and an account of the autopsy: 


M. R., white, married, aged about forty, five years 
before her death complained for the first time of numb- 
ness of the back of the neck and vertigo, and had an 
attack of excessive vomiting, lasting two days. Noth- 
ing occurred subsequently to this, or nothing could be 
learned of anything occurring again until three years 
later, when it was noticed that she did things differ- 
ently from her usual custom. Dressmaking, at which 
she had been succesful, was poorly done; she hung up- 
side down a certificate of membership in a society to 
which she belonged without realizing her error. Her 
appearance also changed from that of a woman in her 
prime to one fast advancing in years. When she arose 


‘Ross: Aphasia, in Wood’s Med. and Surg. Monographs, Vol. vi., 
No. 1, April; 1890. 
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in the morning of December 3, 1893, she acted very 
strangely, was very nervous, imagined that she sawa 
light, could not read, and remarked that “she felt like 
killing her daughter.” In the evening of the day she 
was seized with convulsion; frothed at the mouth and 
was unconscious. The next day she was very forgetful, 
but without apparent speech trouble. She was confined 
to bed for two weeks, during which time she aged very 
rapidly, and commenced to complain of severe head- 
ache and of numbness in the neck. Soon after this ver- 
bal amnesia became very evident. 


This patient was first seen in consultation with Dr. 
Bowers, July 16, 1894. In April she had had a spell of 
vertigo on rising in the morning. and towards noon a 
second similar attack, and from this time on it had be- 
come almost impossible for her to name objects. Until 
the first of August she was seen five or six times, and 
careful examinations during this period showed neither 
_aneesthesia or paralysis. Ophthalmological examinations 
showed no optic neuritis, but an irregular left lateral 
homonymous hemianopsia. 

The following report was received from the aphehal 
mological department of the Philadelphia Polyclinic: 
O.D., media clear, hyperopia 3 D., disc slightly red; O. 
oe media clear; small brilliant white spot, one- half 
diameter down and out from the disc; fundus otherwise 
normal in both eyes; good reaction to light on either 
half of either retina. With + 3.25 D., vision is at least 
as good as given above, but many letters are miscalled, 
and this happens as frequently with large as with small 
letters. Ocularmovements are normal. ‘The fields show 
hemiamblyopia homonymous ; right one-half impaired, 
blind passing 10° around fixation point and not reaching 
the median line above to 30°. 


Me 0 oy aut“ S 


Name written by patient d verbal amnesia and partial word 
blindness from lesion of the naming centre and adjoining regions. 


She was word blind in large part but not letter blind 
and eould name single lettersslowly. A facsimile of her 
effort to write her name, ‘“‘ Margaret L.,” is given. 
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LEFT,V= 


Fields of vision in case of verbal amnesia with lesion of the naming 
centre and adjoining region. 


She could not name objects either from sight or touch. 
When a pencil, pen, scissors, or purse was held before 
her, or when she was allowed to touch them she could 
not give their names, although she evidently understood 
what they were. On one occasion she called the scissors, 
“what I sew with,” and the purse “what I buy with.” 
At times she became much worried and emotional be- 
cause of this inability to name objects. When such ob- 
jects were named to her she would promptly and with 
evidence of satisfaction indicate that the names were 
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_ RIGHT, V= 


Fields of vision in case of verbal amnesia with lesion of the naming 
centre and adjoining centre. 


correct ; and she could also, as a rule, repeat the names 
when spoken before her, but not always quickly, and 
occasionally she had considerable difficulty in repeating 
them. When asked her first name she said “ Margaret”’ 
with facility, but she had great difficulty in mentioning 
her last name unless it was repeated to her, although 
she sometimes succeeded without this prompting. She 
used ‘‘ yes” and “no” properly, and in many ways indi- 
cated that she knew what the objects were and their uses, 
but could not give their names. She talked spontan- 
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eously, but not freely, rarely using concrete nouns, 


and.sometimes misplacing words. She was not seen 
by the reporters after August ist, but Dr. Bowers 


has kindly furnished the notes of her condition from this _ : 


date until her death. . 


August ist she became unable to perform shoulder : 


and elbow movements, and leg and thigh movements on 
the right side, but retained power in the hand and fingers, 
foot andtoes. Gradually the paralysis of the right limbs 
became complete, but without loss of sensation. The 


skin on the paralyzed side assumed a pinkish hue and 
its temperature was increased. The pain in the head 


disappeared when the paralysis became complete, but 
returned to some extent a week before herdeath, Three 
weeks before her death she regained some power: in the 
toes and fingers. During the last weeks of her life “yes” 


and “no” were the only expressions used by her. She: 


became somnolent and, later, stuporous; she developed 


bedsores and lost control over both the vesical and rectal 


sphincters. Death occurred September 10, 1894. 


An autopsy was made forty-eight hours after death es 


Drs. C. W. Burr, J. W. McConnell, W. Bowers and C. 
Mills. In the course of the removal of the brain, a small 
nodulated, half disintegrated mass, about the size of a 


hickory nut, was pulled out of the brain surface ata posi- — 3 


tion which corresponds tothe posterior fourthofthethird | 


temporal convolution, at Bin Fig. (p. 7). The surface of 
the third temporal in its posterior half, to a‘'much less 


extent the second temporal in the same general region, | “ 
the fourth temporal presented a granular, slightly disin- 
tegrated appearance. On cutting into the temporal lobe © 


a hard tumor, yellowish brown in color, was re- 


vealed ; its hardest and apparently oldest part was at A, — 


about the middle of the third temporal (medi-temporal) 


convolution, and passing slightly into the second tempo- _ 
ral. The mass extended cephalad and caudad a short — 
distance almost entirely in the white matter of the third — 
temporal gyri, and a soft nodulated, disintegrated, more 
or less hemorrhagic condition extended still further 
reaching caudad as far as the white matter of the middle 

of the occipital lobe, and cephalad to the junction of the _ 
first and middle thirds of the second and third temporal 


convolutions, as indicated by the dotted line. The parts 


chiefly destroyed were the white matter of the third,to 
a less extent of the second, and to a still less extent of 
the fourth, temporal convolutions. Internally the roof-of — 


ee ee a eee | oe ee 
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the posterior horn presented a slightly congested and 
granular appearance. The disease almost certainly 
started in the third temporal convolution, at a point with 
the posterior extremity of the horizontal branch of the 
Sylvian fissurc. Microscopical examination by Dr. Burr 
showed the tumorto bea glioma. | 


a 


A, 


Tumor of the third temporal convolution indicating the position of 
the naming eentre: A, densest and probably oldest portion of the 
growth ; B, place where the nodular mass was torn away during the 
autopsy ; the heavier shading indicates the region of the greatest corti- 
cal and subcortical destruction. : 


DISCUSSION. 


Dr. CHARLES K. MILLs.—It is not unlikely that this 
case may be criticised, for the separation of an area for 
this particular purpose, perhaps, has more opponents 
than advocates. ‘This case offers strong evidence of the 
existence of such anarea. This woman was not word deaf. 
The first temporal convolution is intact. The second 
temporal convolution was not intact. It had evidently 
been involved in the progress of the disease ‘The uffer 
portion of the second temporal convoluticn and the 
fissure between the first and second temforal weie 
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not affected. The occipital region and the cuneus were 
not affected, nor was the anterior portion of the occipital 
lobe, except at the occipito-temporal junction. The 
hemianopsia, I think, was due to involvement of the optic 
radiations ; it was not present when the verbal amnesia 
first appeared. We are warranted in saying, from an ex- 
amination of the specimen, that this tumor began in the 
third temporal convolution and then extended in differ- 
ent directions. 

Those who do not make a special study of localization 
sometimes get erroneous ideas of what we really believe 
when we speak of: ‘idea,’ “concept,” or “naming” 
centres, or centres of any kind for that matter. What 
we mean is, that here is a region to which converge the 
percepts from the different receptive centres of hearing, 
taste, sight, smell, touch, etc. Curiously this region is 
just the one anatomically so located as to receive with 
great facility impressions by way of association tracts 
which would come from the known receptive. regions. 
A name arises in consciousness as a result of processes 
in this particular region. Ideation in a general sense 
is dependent upon the actions and inter-relations of the 
entire cortex. This is the region for concrete -names. 
A patient like the one reported will use abstract nouns, 
like love and hate, and put them in sentences. 3 

Dr. F. X. DERCUM.—I am one of those who have been 
loath to regard any special area as a naming centre, It 
seems reasonable, however, that the various impressions 
received from the eye and ear should at some point be 
combined ; but if we pursue this thought to its legiti- 
mate consequences we must include the impressions 
from all of the senses. I admit, however, that the 
case reported is, clinically, very strong in favor of the 
view presented. It is not impossible nor improbable — 
that there should be a centre in which impressions, es- ’ 
pecially from sight and hearing, are combined and 
symbolized. I infer that Dr. Mills regards it asa naming 
centre and not an ideation centre. 

The PRESIDENT.—This case is of. interest to me on 
account of a somewhat similar case which came under 
my observation several years ago. The patient, a lady 
sixty-five years of age, had violent occipital pain, which 
was so severe as to require the free use of narcotics. 
With this there was complete left lateral hemianopsia. 
After two or three weeks, the pain subsided and she © 
apparently returned to her normal health, the hemian- 
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opsia still remaining. I then, by accident, discovered 
that she had, to a great extent, lost the power of naming 
objects. This was three or four years ago. She has 
since regained to a certain extent the ability to name 
objects, and appears to be in good health, with the ex- 
ception of the hemianopsia. 


LOCOMOTOR ATAXIA: SUDDEN ONSET AND | 
UNUSUAL SYMPTOMS; POSTERIOR SCLER- 
OSIS OF SIMILAR SYMPTOMATOLOGY IN 


PATIENT'S WIFE. * 7. 
By F. SAVARY PEARCE, M.D., 


_ Philadelphia. 


R. S. WEIR MITCHELL kindly permits me to 
present the following unique case: : 


Mr. J. W., et. fifty-one years, gives a history 

of a generally robust ancestry. Especially has no 
nervous diseases existed among any of his relations, 
excepting that of his wife, who suffers from advanced 
symptoms of locomotor ataxia, she being of no consan- 
guinity, however. Patient denies having ever had ven- 
ereal disease. He has had no recent acute illness; and 
has been in business as a miller continuously for many 
years. For the past twenty years he has had much care 
in nursing his invalid wife, but considered himself in— 
perfect health until thirty days ago. At .that time 
(October 26, 1894), about 3:30 p. m., after working at his 
accounts, he walked to the office door in perfect health, 
could see perfectly, but there was suddenly a slight 
sense of vertigo developed. Five minutes later he 
as suddenly developed double vision ‘without other 
untoward subjective symptoms. There was no shock > 
to the nerve centres, no headache, but slight dizziness, 
while his locomotion remained normal. He walked 
out into the mill, saw each workman double, etc., so | 
much so that it became very confusing, and he closed © 
one eye for relief. He drove then to his home two miles 
- away. Says whenever he opened both eyes while driving 
along the road he saw two horses instead of the 
one ahead, this being the only confusion ; and he felt no 
abnormality so long as one eye remained closed. He put 
his horse in the barn without difficulty, and he did not 
think the double images had grown at all farther apart. 
In fact, the diplopia has remained the same from the 
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onset up to the present time. The next day he: drove 

some four miles on business, and incidentally saw his 

physician, who suggested that he should consult an 

-oculist if the condition did not improve. 

October 28th, the second day after the sudden onset, 
the patient felt asense of numbness about the rectum 
when using toilet paper. There was no true anesthe- 
sia. He also noticed this same paresthesia on the scro- 
tum, and extending to the glans penis, but nowhere 
else. Bowels and bladder were controlled normally. 

October 29, Dr. Ramsay, of Chambersburg, Pa., 
examined the eyes and reported some trouble with the 
left optic nerve and muscular weakness. 

On October 31 the’ patient became “weak in the 
knees,” and for the first time experienced some awkward- 
ness in walking. No new symptoms developed until 
five days later, when at eight in the evening of No- 
vember 5, when about to retire for the night, a black 
spot appeared before his right eye which he could not 
wipe away. Presently all grew dark before both eyes. 
He lay down five minutes later. This was followed by 
a sensation of heat and quivering over a small spot in 
nape of neck. The patient’s pulse became very rapid, 
so that he could not count it. Soon he began to “quiver 
and jerk from head to foot,” and describes it as a “most 
miserable feeling.” Thought his breath was “stopping,” 
and there was a sense of pressure about the heart. This 
state of affairs continued for about five minutes. Sud- 
denly his pulse came down to 95 per minute. 

, Twenty minutes later a similar attack occurred. One 
hour from this a third attack recurred, but of much less 
severity than the foregoing ones. Patient felt no pain 
afterward, but was uneasy and slept none that night. 
Next morning could walk, but was very weak and felt 
like ‘toppling over.’”” Walking on bricks felt like tread- 
ing on carpet, and stepping on the carpet felt like walk- 
ing on soft pillows. (This has persisted to the pres. _ 

menue time.) Felt numb in left foot the same day (Novem- 

ber 6). 

The next day (November 7, 1894) the toes of right 
foot and fingers of left hand likewise became numb, but 
not so markedly as the left foot and leg tothe knee. On 
November 8 his right hand became numb. Patient did 
not remark voluntarily that he experienced greater diff- 
culty in walking in dark than in light, but on questioning 
thinks he can get along ales as well at night asin the day- 
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time. He becomes “numb” when he sits long, and 
striking his thighs produces a tingling sensation all 
through his body. Exercise relieves the numbness and 
tingling. November 20, for the first time, at 8 a.m., 
did he experience any true pain like a “crisis,” at which 
time he felt a rather sharp twinge darting in left hypo- 
chondriac region and in the calfof the leftleg. Has had 
a recurrence of this several times since at night, and of 
rather greater severity. | 
Status Presens—Good physique, muscles firm. No 
local deformities, atrophies, or tender spots on any part 
of the body. Lungs, liver, spleen and other organs nor- 
mal, except that the second aortic sound of heart is clangy 
and pulse tension is somewhat increased. Controls 
bowels and urine; the latter is normal, excepting for 
excess of urates in the evening discharge. The patient 
has not lost weight. : ! 
Nervous System—Station is fair with eyes open, 
but he sways visibly when eyes are closed. Knee- 
jerks absent and not reinforcible. _No ankle clonus 
or tendo Achillis reflex. Muscle-jerks below the knees 
are lessened, abdominal and cremasteric reflexes present. 
Jaw-jerk present. Elbow-jerks are increased; shoulder, 
chest, and arm muscle-jerks are a little quicker 1n re- 
sponse than normal perhaps. Sensation to touch, pain, 
and thermal sense everywhere normal. Hands are not 
noticeably ataxic. The gait is unsteady and he feels the 
necessity of carrying acane. The eyes were examined 
by Dr. Thompson, who reports as follows: Pupils react 
normally to light and accommodation. Fundus and 
discs normal, H= 1.50 D. Form and color fields nor- 
mal. Paraiysis of both external recti muscles. 
Conclustons—The case is interesting as an aberrant 
form of locomotor ataxia, rapid inits onset, with absence 
of Argyll-Robertson pupil, with an unusual ocular dis- 
turbance as the initial symptom, with the absence of 
marked ataxia, and the insular (as it were) singling out 
of areas of paresthesia due to exudate outside of, or to 
an acute subtle inflammation about the posterior roots of 
the cord. | 
The other point of interest is that the man’s wife has 
posterior sclerosis, coming on first by diplopia twenty 
years ago; that three months later the double vision leit 
her suddenly, that the right leg remained cold, and that 
six months after the incipiency of the disease the wife 
suffered from a crisis of pain, which recurred again two 
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months later; that one year after the initial symptom, 
too, in the wife’s case, she had the first sensation of 
weakness in the legs, which progressed rapidly, and that 
she has been unable to walk alone for sixteen years; and 
finally, that her eyes have remained quite normal ever- 
since she lost the double vision, the right eye remaining 
more acute of vision than the left. 

Our patient is good enough to come here to-night for 
your examination, 

Mr. |. WW. 1s a ostoe 3 massage daily, bichloride of 
mercury grain ,; three times daily, has received four | 
treatments of hypodermic injections of Brown-Séquard 
Ga x) fluid, and says he feels somewhat rejuvenated, 
and has better co-ordination. already. A month later 
the good result of this therapeutic treatment can be more 
definitely decided. I have seen good results from its 
use in one other case of posterior sclerosis. 

Dr. Mitchell is of the opinion that early vertigo is 
often a percursor of a giving out of the ocular balance, 
as in this case. He has now seen four instances where 
husband and wife suffered from posterior sclerosis. 

in these two cases here reported, syphilis is ruled out 
of consideration as an etiologicalfactor. In the family 
record the syphilitic taint was excluded in a second case, 
the husband developing the disease five years after the 
wife’ssymptoms began. In the other two families, where 
both husband and wife developed posterior sclerosis, 
there was a specific history on the husband’s side in one 
case, and on the wife’s side in the other, with frequent 
cohabitations in both. . 

Thanks are hereby extended to Drs. Noble and 
Critzman, who referred to the case and aided in making 
up the history of the onset of the initial symptoms. 


DISCUSSION. 


Dr. CHARLES K. MILLs.—I cannot help thinking that 
the diagnosis of locomotor ataxia has not been made 
out. The point in favor of it is the absent knee-jerk. 
It seems to methat the sudden occurrence of one of those 
peculiar lesions which sometimes develop in the region 
of the nuclei of the cranial nerves might explain it. 
Certain syphilitic lesions occur in the course of the root 
fibres, or at the nuclei of origin of these nerves, unasso- 
ciated with true posterior sclerosis. This would not 
account for the lost knee-jerk. Knee-jerk is absent in 
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disease of the cerebellum, and may bé in some cases of 
quadrigeminal disease. ‘This man has not the ordinary 
ataxic gait. He has an ataxic gait, but that it is the gait 
of posterior sclerosis is doubtful. Bruce and others 
have traced from the flocculus of the cerebellum fibres 
to the nuclei of the sixth nerve. A lesion of the cere- 
bellum might account for it, or it might beaccounted for _ 
in the same way by lesion of the tracts between the 
nuclei of these nerves and the cerebellum. 

Dr. Francis.X. DERCUM.—Multiple specific lesions: 
would explain the symptoms in this case. There may 
have been slight and previously existing ataxia, due: to 
syphilitic infiltration of the posterior columns, and which 
remained unnoticed until the affection of vision directed 
attention to it.. Many ataxics do not notice the difficulty 
in walking until interference with vision occurs. It 
would be difficult to say how syphilis of the ‘eord could 
be excluded in such a case as this. The occurrence in 
man and wife of a disease bearing such a close relation to 
syphilis in etiology is very suggestive. 

Dr. M. V. BAaLu.—Might not the loss of knee-jerk . 
have been present for some time? It sometimes hap- 
pens that there is absence of knee-jerk without any other 
symptom. ‘This might be a coincidence in this case, for 
the man does not know anything with regard to his 
knee-jerk prior to the occurrence of the involvement of 
vision. 

The PRESIDENT.—The knee-jerk is sometimes lost 
in cerebellar disease and in lestons of the corpora quad- 
rigemina. A patient was under my care not long ago 
in whom quite suddenly inco-ordination of the right arm . 
and leg occurred. ‘There was no true loss of power, but 
there was great inco-ordination with a tendency to 
spasm, There was complete absence of the knee-jerk 
and considerable occipital pain anda tendency to stagger 
in walking, giving rise to the opinion that there prob- 
ably was a cerebellar lesion. No syphilitic history was 
made out, but the man improved markedly under anti- 
syphilitic treatment. 

Dr. F. X. DERCUM.—There are none of the other 
symptoms of cerebellar disease, no nystagmus, no ver- 
tigo,no vomiting, and a lesion of the cerebellum in such 
a position as to involve also the quadrigeminal bodies 
would be likely to present some of them; further, the 
absence of symptoms referable to the optic tracts also 
militates against this view. , 
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Dr, PEARCE.—While there may be cerebellar disease 
in this case, it seems that the cord or its members gusz 
be involved from the fact that the numbness began in 
the perineum first, then in the left foot and leg up to 
the knee, and persisted there for a short time; then ap- 
peared in the right foot and left hand, and again, a few 
days later,in the right hand. ‘This parasthesic condition 
has persisted from the first. These facts in connection 
with the sensation of walking on a carpet when stepping 
on boards, etc., would be in favor of the diagnosis of 
locomotor ataxia. _ 


EXHIBITION OF ANATOMICALLY CORRECT 
PLASTER CASTS OF BRAIN OF OURANG- 
OUTANG AND BRAIN OF CHIMPANZEE. 


By DR JUDSON DALAND, 


‘These casts were made by Steger, of Leipsic, under 
the personal supervision of Professor His, and are pre- 
sented for inspection, in the hope that they may elicit . 
some discussion with reference to general morphology 
and the distribution of the convolutions. In the model 
of the chimpanzee’s brain the cerebellum is fairly well 
covered, but the posterior portion of the brain is much 
less convoluted than is seen in the model of the brain of 
the ourang-outang. 


EXHIBITION OF THE BRAINS OF THE CHIM. 
PANZEE AND OURANG BELONGING TO 
PROF. H C. CHAPMAN. 


By A. P. BRUBAKER, M.D. 


At the suggestion of Dr. J. M. Taylor, I have brought 
to the society this evening the brains of the chimpanzee 
and ourang for the purpose of affording the members | 
the opportunity of comparing them with the models pre- 
sented by Dr. Daland. As to what extent they differ in 
their detailed structure can only be determined by care- 
fulexamination. In the general arrangement of their 
leading fissures and convolutions they undoubtedly pre- 
sent many points of similarity. ‘The one most marked 
difference between the modeland the brain of the ourang 
is, the incomplete covering of the cerebellum by the 
‘cerebrum inthe latter. This, however, probablydepends 
on the age of the animal. ‘The brain of the chimpanzee 
. presents a less degree of conformity than its correspond- 

ing model. 


DISCUSSION. 


. Dr. F. X. DERcUM.—The chief interest in these brains 
lies not only in their relative simplicity as compared with 
the human brain, but also in the course pursued by cer- 
tain fissures, especially the fissures of the occipital lobe. 
_ ‘The brains ‘shown to- night are evidently the brains of 

- young animals. The brain of the adult chimpanzee is 
much larger. 

The differences between the humanand the anthro- 
poid brains centre chiefly about the fissures and convolu- 
tions of the occipital lobe. These have already been de- 
scribed, and their significance much discussed. 

Time would not permit our entering into an elaborate 
discussion of this interesting subject, and I will only 
speak of the peculiarity of the superior external bridging 
convolution—the p/z de passage superieure externe. In both 
the specimens and casts of the chimpanzee brains pre- 
sented here to-night this convolution is represented as 
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absent or submerged, 7.¢., the external perpendicular 
fissure is freely confluent with the internal perpendicu- — 
lar. This would seem to justify the inference that this | 

peculiarity was a constant feature, and could be relied 
upon as a distinguishing characteristic between the 
chimpanzee and human brain. However, at the meet- 
ing of the American Neurological Association held in 
Philadelphia, Dr. E.C. Spitzka exhibited the brain of a 
chimpanzee (Mr. Crowley, of Central Park fame), in 
which upon one side the superior external bridging con- 
volution was fully developed up to the surface, 2. 2, it 
presented the same morphological peculiarities as seen 
in man. On the other hemisphere it was absent (z. 2, 
submerged), just as in the specimens exhibited here this . 
‘evening. To make this point still more interesting, we 
must remember that in the human brain this convolu- 
tion is every now-and then (7. ¢., exceptionally) found 
submerged. a ey 
.-'" Dr, CHARLES K. MILLs.—I am interested in these 
brains and in the brains of low type human beings, - 
which have many ape-like peculiarities. Fissural and 
gyral peculiarities have significance with reference 
to criminal lunatics and certain types of paranoiacs, and 
when we have made a sufficient number of observations | 
on high-type and on low-type brains we will be able to © 

say something more definite than this. These are tera- 
tological defects. I remember in the case of Beach, who 
killed his wife, the conditions presented in the occipital 


region were remarkable. The superior internal pide — 


passage convolution was unusually and peculiarly de- — 
veloped, and my own experience with the brains of crim- « 
inals and of paranoiacs is that you not infrequently have 
submergence of the gyres, which are usually on the — 
surface around the parieto-occipital fissure. The brain 
of Taylor, the man who killed his keeper at the Eastern — 
Penitentiary, is the most ape-like human brain that I 
have ever seen, or of which I have ever seen a descrip- 

tion. The fissures are unusually simple, and the occi- — 
pito-parietal conditions much like those found in the 
chimpanzee. It is true that sometimes in high-type 
brains there is a simplicity of arrangement, as was the 
case in the brain from a very intelligent and highly cul- 
tivated person which was shown at a meeting of the 
American Neurological Society by Professor Wilder, but — 
that fact in itself is not necessarily opposed to the view 
taken regarding the confluence of fissures and the sub- 
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mergence of convolutions. Many points must be studied 
in the clearing up of this subject. 

The separation of the frontal lobe into four convolu-. 
tions, which is looked upon by some recent writers as a 
high ‘type peculiarity, was regarded by Benedict as pe-_ 
culiar to the criminal brain. 

Dr. JAMES HENDRIE LLoyp.—I should like to ask Dr. 
Mills whether he thinks that chimpanzees and orang- 
outangs are necessarily paranoiacs? The fallacy involved 
is the assumption that a lower type necessarily means a 
vicious or abnormal type. It is taken for granted too 


- readily that a slight reversion in type in the morphology 


of the brain convolutions implies a corresponding rever- 
sion in intellect and morals, The advocates of this doc: 
trine must establish it on a much broader basis than 
they have yet done before it can be accepted as scien- 
tifically or legally valid. . 

Dr. CHARLES K. MILLs.—Whether the chimpanzee 
can be classed as a paranoiac I cannot say, but the chim- 
panzee is troubled very little with morals, and his ten- 
dency to theft and his exhibition of himself on all occa- 
sions, are such as to make Dr. Lloyd’s argument of very 
little value. Itis nota question of reversion to a low 
ire, but a question of non-evolution. 

Dr. F. X. DERCUM.—I agree in substance with what 
Dr. Mills has said, but I do not believe that single mor- 
phological peculiarities are of any great significance. It 
is the sum total of the conditions found in any one brain 
that should guide us. Asarule, the brains of murder- 
ers show an unusual number of these defects. What do 
these defects mean? They mean defective cortical de- 
velopment. ‘Take the chimpanzee brain and lift up the 
operculum and you will find those convolutions which 
‘in the human brain are developed up to the surface. 
In the chimpanzee they are beneath the surface. 
On the other hand, there are some _ convolutions 
which are developed up to the surface in the ape brain, 
but which are beneath the surface in the human brain. 
This is the case with some of the convolutions on the 
inner surface of the occipital lobe; such, for instance, as 
the inferior internal bridging convolution. This condi- 
tion, when it exists in the human subject (which is quite 
rare), is probably to be explained by such a relative retar- 
dation in the growth of surrounding convolutions as to 
leave structures, normally submerged, exposed on the 
general surface. Certainly, when such peculiarities 
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occur in any number ina human brain, it is philosophical 
to regard it as a brain of low type. 

Dr. JUDSON DALAND.—I am glad to hear this inter- 
esting discussion with reference to the morphology and 
arrangement of the convolutions. It seems to me that 
the study of morphology in relation tothe brain, and also 
in relation tothe internal viscera from this point of view, 
has been much neglected. Such study would be of dis- 
tinct advantage, not only as regards the brain but also as 
regards the exact position and relation of the heart, lungs 
and abdominal viscera. In the method of making vis- 
ceral models adopted by Steger, the body is frozen so 
that the organs are preserved, not only in their normal 
position and shape but also in their relation to other 
organs. This gives an accurate knowledge that cannot 
be obtained from the ordinary dissections. For example, 
the topographical anatomy of the lungs and its relation 
with the heart are entirely changed after death from the 
entrance of air, causing marked changes in the shape 
and position of the thoracic and abdominal organs. | 

As water, when frozen, occupies more space than 
when it is a liquid, it is probable that this causes a slight 
increase in the size of all plaster of Paris models pre- 
pared in this manner. : 


SPECIMENS FROM CASES OF PERNICIOUS 
ANAEMIA, SHOWING LESIONS OF ‘THE 
SPINAL CORD. 


By DR. CHARLES W. BURR.» 


DISCUSSION. 


Dr. JAMES HENDRIE LLoyp.—In my observations on 
pernicious anemia, I have found degeneration confined 
almost entirely to the posterior columns of the cord. I 
cannot say that my observations have been extensive, or 
that they are completed. I have not yet studied the sec- 
tions thoroughly from the case that I have under ob- 
servation, but the posterior sclerosis is so conspicuous 
that it can be easily seen. In some sections there ap- 
pears to be a slight degeneration of the lateral tracts. J 
hope to have the opportunity to show these sections to 
the society. 


EXHIBITION OF BRAIN TUMORS. 
By F. X. DERCUM, M.D. 


CasE I.—C. L., male, aged 18, student. Family and 
personal history negative up to one yearago. At that 
time he began to have epileptic seizures. They appeared 


to resemble ordinary attacks of petit mal, and recurred 


at intervals of three or four weeks until some three 
months before his death. . The frequency then increased 
to two or three times a week. At this time, September 
14, 1894, he was admitted to the Jefferson Hospital. Here 
the number of seizures were observed. While seated in 
a chair he would become suddenly unconscious, and 
would at the same time have slight general clonic move- 
ments. These were slightly accentuated upon the left 
side. The entire attack would last but a few minutes. 
Afterwards he would be slightly dazed. There was no 
local residual weakness, and the eye-grounds. failed to 
reveal anychange. tlecomplained occasionally of head- 
ache, but this was never a marked feature of his case. In 
the intervals between the attacks he appeared mentally 
much depressed. He would sit quietly in his chair for 
hours without speaking, though he was not in the least 
degree demented. Two days before his death, which 
occurred on October 26, in a seizure, he wrote a long let- 
ter to one of his relatives. This letter did not differ 
from any that he had previously written. He had had 
an average education, and there was nothing in his let- 
ters to convey the idea that there was any marked loss 
of mental power. At the autopsy a large glioma, occu- 
pying the centrum ovale in the right frontal lobe, was 
found. It did not involve the cortex. It extended as 
far back as the anterior limbof the internal capsule. The 
growth presented traces of recent hemorrhage. | 
The practical interest of this case centres in the ab- 
sence of optic neuritis and of the stupor and somnolence © 
so often found in tumors of the frontal lobe. Probably 
the absence of these symptoms is to be explained by the 
fact that neither the cortex nor the membranes were in- 
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volved, but that the tumor was situated well within the 
centrum ovale. ‘The fact that headache was so little 
complained of finds a similar explanation. 

CasE II.—E. A. B., male, aged 60, clerk. Family and 
personal history negatryve. - No alcoholism or syphilis. 
Was well until September 15, 1893, when, on attempting 
to sit down, he missed his chair and fell heavily to the 
floor. On attempting to rise, he noticed that the left 
arm and the left leg were slightly weak. He'then went 
to bed, and slept well throughout the night. On the 
following day he resumed his work. He. noticed, how- 
ever, alittle weakness and some awkwardness in his left 
leg. Four or five days later acute pain set in in the occi- 
pital region, extending thence over the entire head. It» 
was very severe, and persisted uninterruptedly for two 
weeks. It then disappeared, and did not recur for two 
months. Examined January 12, 1894, it was found that 
he was slightly hemiplegic upon the left side, and fur- 
ther, that the movements on this side were decidedly 
awkward. No hemianesthesia, no abnormality of 
speech, no involvement of the sphincters. Knee-jerk on 


the left. side, pupils equal, and responsive to light; dyn- 


amometer, right hand 125, left hand 115. Examination 
of the urine revealed a specific gravity of 1042, and that 
it contained about ten per cent. of sugar. 

‘Examined February 1, 1894, it was noted that an 
optic neuritis was present upon both sides, slightly more 
marked upon the right. The veins were greatly dis- 
tended and tortuous. In addition, there was left lateral 
hemianopsia. 

Examined on February 22, Drs. de Schweinitz and 
Tnompson again confirmed the existence of left lateral 
hemianopsia and double optic neuritis. Many hemor- 
rhages were noted on the swollen discs. Pupillary re- 
flexes to light and accommodation were normal. The 
pupils were equalin size. It was also noted that there 
was some diminution of the light reflex when a beam of 
light fell on the blind side of the retina, but there was 
no true hemiopic pupillary inaction. ~ 

He was now admitted to the hospital under the care 
of Dr. Weir Mitchell. Under dietetic treatment and 
codeine the amount of sugar became somewhat less. 
Headache was again more severe, however, and most 
marked during the evening. The patient seemed for. 
getful, and walked about as though somewhat dazed- 
From this time on, except as regards the diminution of 
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the amount of sugar in the urine, there was but little 
change in his condition. Hemiparesis appeared to be- 
come gradually more and more marked, and in June it 
was noted that this side was also somewhat hemianes- 
thetic. On the rath of June, while sitting up, he be- 

came suddenly faint, but did not lose consciousness. 

After this attack it was noticed that the weakness of the 
left hand and arm had decidedly increased. The hemi- 
anesthesia doubtfully present before was now more evi- 
dent. He lost ground progressively from this time for- 
ward, becoming more and more demented and feeble 
until the 27th of July, when he died. 

At the autopsy held the next day the right occipital 
lobe was found to be occupied by a rather firm mass, 
which in its more superficial portions resembled a ¢ar- 
coma, while the more central portions were soft and jelly- 
like. Throughout its substance, and especially about the 
soft edges of the mass, which was in no sense circum- 
scribed, but infiltrated the brain tissue, there were many 
small hemorrhages, old and recent. Upon: the lateral 
surface of the sseea hh lobe the tumor had. perforated 
the dura at one point, and had lie eroded the cal- 
varium. 

In contrast with the preceding case, , this man pre- 
sented marked optic neuritis and practically constant 
headache. The localizing symptoms, too, were such as 
to have led to a correct diagnosis of the seat of the 
growth during life. Anteriorly the tumor had invaded 
the centrum ovale above the internal ee cin and to 
some extent the capsule itself. 

- Adjourned. 


Stated Meeting, December 17, 1894. 


Dr. WHARTON SINKLER, President, in the Chair. 


REPORT OF THREE CASES OF BERI-BERI.’ 


By F. X. DERCUM, M.D., 


Clinical Professor of Nervous Diseases, Jefferson Medical College; Neurologist to 
Philadelphia Hospital. 


NASMUCH as beri-beri is so infrequently met with 
in this country, the writer believes that the follow- 
ing report, though incomplete, of three cases under 

his observation will not be without interest : 

On December 7 a case was admitted to the nervous 
wards of the Philadelphia Hospital under the care of my 
colleague, Dr. Mills. On the same day a second case, 
and on December 11 a third case were admitted into the 
nervous wards under the care of the writer. All three 
were colored men, and had been working in the phos- 
phate beds of the Island of Pitou Navassa in the West 
Indies. 

CASE I.—A.5., aged 309, aoieeee American by birth. 
Family history negative. Has had syphilis and drinks 
to some extent. Went to dig in the phosphate beds in 
the Island of Pitou Navassa in the West Indies in May, 
1894. He arrived in the middle of June in good health. 
He was obliged to work at hard labor, digging among 
the rocks and exposed to the sun. His food consisted of 
old salt beef, most of which was spoilt, poor bread, and 
occasionally beans. There was no fresh water on the 
island, the water supply consisting of rain water col- 
lected in a tank and teeming with animal life. The 


quarters consisted of a large wooden structure with - 


bunks four tiers high, into which were packed 140 men. 
In the latter part of July the men began to take sick. 
All of them were compelled to continue at work long 
after they showed signs of cedema. The patient himself 
was seized with general weakness, headache, dizziness, 
marked vomiting and diarrhea ; also, about this time, he 
noted swelling, which began, he states, in the back of 
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the neck, shoulders and face, and which next made its 
appearance in the legs, the arms, and finally the trunk. 
The abdomen especially was swollen. Marked pain and 
tenderness also made its appearance over the surface, 
the condition increasing until the whole of the body 
was enormously swollen. He attempted to continue at 
his labor, but was finally obliged to take to bed, becoming 
so weak that he was unable to walk. Later his con- 
dition improved gradually. On November 1, with forty 
others suffering with the same disease, he was brought 
to this country and landed at South Amboy, N. J., No- 
vember 15. He was detained in temporary quarters 
until able to walk, when he came to Philadelphia and 
was admitted tothe Philadelphia Hospital on December 7. 
“At that time the following condition was noted: The 
gait revealed considerable weakness, but it was atypical. 
There was no foot drop or “stepping gait,” as is so often 
seen in alcoholic multiple neuritis. Patient complained 
much of painin the ankles on attempting to walk. 
There was general cedema, most marked in the legs. It 
was, however, distributed all over the body, and could — 
be demonstrated with readiness over the forehead, 
sternum and arms as well as in the legs. The abdomen — 
presented the following interesting peculiarity : The 
epigastrium was excessively prominent or swollen, the 
swelling passing freely into either hypochondrium, but 
not extending as far down as the umbilicus. It appeared 
to be due to an excessive distension of the stomach. The 
skin and subcutaneous connective tissue of the abdomen — 
were also decidedly cedematous. Pressure upon the sur- 
face of the body, grasping the arms and legs, revealed 
more or less marked tenderness. This was especially 
noticed in the calves. Tenderness was, however, not 
elicited in the nerve trunks. No marked impairment of 
cutaneous sensibility or of the temperature sense was 
noted. There was no analgesia. Grip was diminished. 
No wrist drop, no foot drop. The knee-jerk appeared 
to be normal. Because of the oedema of the face the 
patient's countenance presented a peculiarly smooth 
appearance. 
Examination of the lungs negative; no increase in 
hepatic or splenic dullness; apparently marked disten- 
sion of the stomach. Examination of the heart revealed 
a soft mitral systolic murmur, not transmitted. A soft 
aortic murmur was also noted distinctly, not trans- 
mitted. Eye report by Dr. de Schweinitz, negative. 
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Urine negative. An examination of the blood by Dr. 
Gaylord revealed a moderate degree of leucocytosis. 

The oedema, which was evidently subsiding at 
the time of admission, steadily diminished. The 
distension of the epigastrium also grew markedly less 
until December 13th, when for some unknown reason it — 
recurred so as to be again quite marked. During its re- 
currence the patient complained of increased weakness 
and of amarked sense of oppression in the epigastrium. 

The value of these cases 1s much impaired by the fact 
that they were all decidedly convalescent at the time of 
their admission to the hospital, and during the time that 
they have been under observation a continued amelior- 
ation has taken place. 

-CasE II.—A. F. A., aged 27, Negro; birthplace, Ar- 
abia; occupation, seaman. Family and personal history 
negative. Syphilisand alcoholism denied. In May of 
the present year patient was under treatment in the 
Philadelphia Hospital for lobar pneumonia. In June he 
sailed to the West Indies, where he wasemployed on the 
Island of Pitou Navassa digging phosphate. His food 
- consisted of salted beef, bread and beans. He was com- 
pelled to use for drink rain water which was filthy and 
dirty. After four months of hard labor his health be- 
gan tofail. He first noticed an eruption on his armsand 
legs; this eruption he describes as being elevated, hard 
and dry, followed by desquamation and accompanied by 
considerable itching. ‘This eruption ran its course in a 
few weeks, but hard nodules persisted in the skin in 
various situations. One and a half morths after the 
appearance of this eruption, about the first of August, 
the abdomen and legs began toswell. Thisswelling was 
accompanied by considerable pain. Noswelling occurred 
over the thorax, arms and head. The onset of symptoms 
was accompanied by marked weakness in the legs, ne- 
cessitating his going to bed. According to the patient’s 
statements neither foot drop nor wrist drop were at any 
time present. A more detailed history of his symptoms 
could not be obtained because of the great difficulty of 
communicating with him, the man speaking but little 
English, and being anything but intelligent. 

Upon admission to the hospital, December 7, 1894, 
the following condition was noted: No cedema of legsor 
abdomen. According to the statement of the man, it had 
been absent for some forty days. Examination of the 
nerve trunks failed to reveal tenderness except over both 
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sciatics. Pressing or grasping the legs, thighs and up- 
per arms elicited marked symptoms of pain. The ab- 
domen appeared exceedingly painful to pressure. 
The patient also complained of pain over the left side of 
the head. There was also a slight cough, with a moder- 
ate amount of expectoration. The appetite was good ; 
the patient stated that he occasionally suffered from 
nausea, but that he did not vomit. The bowels were 
constipated. He was able to get out of bed and to walk. 
His gait was merely paretic, being neither ataxic nor 
spastic; neither was it at all like the “stepping gait” 
so often noted in multiple neuritis due to other causes. 
Grip weak on both sides; K. J. apparently a little dim- 
inished. No atrophy of muscles. Cutaneous reflexes 
somewhat exaggerated. Tactile and thermal sense 
normal; no analgesia, no eye symptoms. Eye report by 
Dr. Schweinitz, negative. Examination of the other 
organs revealed the following ; 

Lungs.—Marked depression of supra and infraclavic- 
ular spaces on both sides the chest; feeble inspiratory 
movements; no increase in vocal fremitus; percussion 
resonance normal; no rales heard over chest. 

Heart.—Impulse not perceptible. Heart sounds regu- 
lar; soft mitral systolic murmur, not transmitted. 

Liver and splenic dullness normal. 

Urine.—Specific gravity, 1022; no albumin, no su- 
gar. 

Temperature chart shows slight rise above normal. 

CasE IIJ.—W. H., 21, Negro, American by birth; 
occupation, boat builder. Previous history negative, with 
the exception of syphilisfour years ago. No history of 
alcoholism. Left Baltimore August 3, 1894, in good 
health. Arrived at the Island of Pitou Navassa August 
23. After three weeks of severe manual labor, digging 
phosphate on a diet identical with that mentioned in 
describing the previous cases, the patient noticed that 
his feet and legs began to swell. ‘The swelling was ac- 
companied by marked weakness, while géneral soreness 
made its appearance over the entire body. The pain 
was especially marked over the anterior portion of the 
chest, and on one occasion he suffered markedly from 
dyspepsia. On two occasions he spat blood frothy in 
character and had a cough, which still persists. In ad- 
dition, he suffered from headache, vertigo, nausea, vom- 
iting, belching, and marked constipation. Hissymptoms 
improved shortly before leaving the island, but on. No- 
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vember 6, while four days out at sea, the cedema returned, 
the feet, legs and face being swollen; the abdomen was — 
exempt. He lost the use of his hands—became weak, as 
he expressed it, in his joints—and had burning sensa- 
tions all over the body. Wheneverhe attempted the 
erect position he suffered from vertigo and palpitation of 
the heart. On one occasion, he states that he passed 
blood by the bowels. During this attack he noticed also 
that his urine was of a reddish color and that he had to 
void it five or six times at night. Upon admission to the 
hospital, December 11, the following condition was noted: 
Patient complained of aching pains in both feet and 
_ankles, equally marked on both sides. Sometimes these 
pains were ‘jumping ” (paroxysmal) in character. The 
patient complained of no subjective numbness of the legs 
or arms, but spoke repeatedly of burning sensations in 
the feet, especially the toes. When asked to leave his 
bed the following peculiarities of the gait are noted: Pa- 
tient walks very cautiously, complaining of soreness in 
the soles of the feet. No ataxia or spastic character 
noted in the gait, no tendency to foot-drop, no “stepping 
gait,’ as observed in alcoholic neuritis. K.J.+, very 
slight ankle clonus on both sides. No wrist drop; grip 
diminished on both sides. 

Examination of the nerve trunks revealed tenderness 
over both brachial plexuses, over the median, ulnar and 
musculo-spiral nerves of both upper arms and of the 
ulnar at the elbow and of the median and radial at the 
forearm. In the left arm this tenderness was less marked 
than in the right. Comparatively little pain is excited 
by gripping the arm or the forearm. ‘Tenderness was 
found to exist in both sciatics, internal and external 
popliteals, and in the anterior and posterior tibials of 
both legs. No tenderness was elicited in the trigeminal 
distribution. | 

Tactile and thermal sense was found to be every- 
where normal. Analgesia was, however, noted over the 
right leg, below the tubercle of the tibia, excepting a 
- limited area just in front of the external malleolus, over 
the dorsum of the foot and over the ball of the foot. In 
the left leg analgesia was also found, excepting over the 
two malleoli. There was also marked analgesia over 
both arms and forearms. In other portions of the body 
the pain sense appeared to be normal. The muscles re- 
sponded well to faradism, but this response was accom- 
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panied with pain and more or less cramps in the 
muscles. 

Examination of the various viscera revealed the fol- 
lowing: Heart—Impulse faintly visible in fifth inter- 
space within the nipple line. Heart soundsregular, but 
diminished in intensity; no murmurs. 

Lungs.—Slight impairment of resonance at right 
apex; increased vocal fremitus and resonance; pro- 
longed expiration; vesiculo-bronchial breathing ; no 
rales. 

Liver and splenic dullness normal. 

No oedema noticed in any portion of the body at 
time of examination. 

Urine was acid; showed a Bpociity gravity at IOII; a 
trace of albumin; no sugar. 

Kye report by Dr. de Schweinitz negative. 

Temperature chart reveals a temperature which on 
two occasions was decidedly subnormal. Pulse and res- 
piration revealed no peculiarity. : 

Varioug forms of beri-beri have been recognized. In 
some cases the cedema predominates; in others the cardiac 
symptoms are in excess; in others still there is more 
or less marked atrophy of the muscles, and in a fourth 
group we find the symptoms evenly distributed, or in 
which the symptoms develop to but a moderate degree. 

In Case I. the dropsical symptoms were particularly 
marked, while in Cases Il. and III. no special group of 
symptoms predominated. Time will not permit us to 
enter into a discussion of the pathology of these cases, 
but it has been abundantly established by the re- 
searches of Scheube, Balz, Pekel-Haring and Winkel 
that the nervous phenomena are directly referable to a 
neuritis. ‘This neuritis appears at first to be degenera- 
tive in character, the changes being first noted in the 
myelin and axis cylinders, and later in the neurilemma, 
endoneurium and other connective tissue elements. The 
pain is doubtless to be referred to this neuritis as are 
many of the other symptoms. For instance, in cases in 
which heart symptoms have been very marked autop- 
sies have revealed neuritis of the cardiac branches of 
the pneumogastric. The great distension of the stom- 
ach, which is noted by various writers and which was 
present in Case I.,is also, perhaps, to be referred to a 
neuritis of the gastric branches of this nerve. Various 
pathological changes have also been noted in the spinal 
cord. These, however, very probably occur subse- 
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quently, and much later than the changes in the nerve 
trunks. Among the changes noted are degeneration 
and disappearance of the multipolar cells in the ante- 
rior cornu and proliferation of cells into the central 
canal. 

Though wrist drop and foot drop seem to have been 
absent inthe cases under consideration, Bentley has pub- 
lished a number of photographs showing both of these 
conditions occurring in beri-beri; and although in our 
cases the gait failed to reveal the high stepping char- 
acter. so frequently observed in multiple neuritis, Bentley 
has published a number of photographs in which this 
stepping quality is beautifully shown. It is therefore 
probable that in our cases these characteristics of gait 
and of the position of hands and feet were wanting, 
either because they are cases of moderate severity or 
because they are decidedly convalescent. 

The cause of beri-beri is still an open question. Quite 
a number of investigators have conducted bacteriologi- 
cal researches, but their results lack uniformity. ‘his 
is true not only of the researches collectively but of 
some of them individually. Thus it is exceedingly 
probable that the cultures obtained by Pekel-Haring and 
Winkler were impure. Indeed, it is quite certain, as 
abscesses followed some of their attempts at inocula- 
tion, that they were dealing with cultures containing 
pyogenic germs instead of or in addition to the germs 
of beri-beri. 

A general review of the subject inclines one to the 
view advanced by Glogner, Scheube and others, that 
beri-beri is really due to a micro-organism derived from 
the soil, an organism which is, perhaps, like the hemat- 
tozoan which appears to be the cause of malaria. Many 
of the circumstances connected with the etiology point 
to a paludal origin. If so, it must be an organism en- 
tirely distinct from that which produces malaria inas- 
much as beri-beri is essentially an afebrile disease and 
also lacks that other great characteristic of malaria, pe- 
riodicity. Further, quinine, so effective in malaria, is 
valueless in beri-beri. 


DISCUSSION, 
Dr. JUDSON DALAND.—This report has interested me, 


especially from an etiological standpoint. A review of 
the literature dealing with the cause of this disease has 
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led me to the conclusion that the evidence is conflicting, 
and at present we cannot place our fingers on any one 
cause for beri-beri. Itis quite evident that we are deal- 
ing with a polyneuritis. The disease known as beri- 
beri exists in Japan, more especially in Tokio, in an epi- 
demic form, but, as I have not had an opportunity to 
study the Japanese beri-beri, I restrict my remarks to 
those cases brought to Philadelphia. Iam rather in- 
clined to think that the cases under observation are 
examples of ptomaine poisoning. In the cases that I 
observed here a year ago we had evidences of overwork, 
semi-starvation, and they had been fed on decomposing 
fish. Dr. Dercum’s cases had been fed chiefly on old 
salt beef which was putrid. The men received only a 
small quantity of vegetables, and the rain water used for 
drinking purposes was bad. It seems to me that decom- 
posing fish, taken for three or four months under these 
conditions, might fairly be looked upon as a cause of the 
symptoms; and I feel that the cases reported to-night 
are precisely like the cases observed a year ago, namely, 
cases of multiple neuritis, the result of ptomaine poison- 
ing from the use of decomposing fish or beef. 

The epidemics that occur in Japan may be due to 
other causes. The Japanese do not use much meat. 
They do use fish, but rice is the principalarticle offood. — 
It may be that at times there is a fungoid change in © 
the rice analogous to that which takes place in corn 
(modnein nillagra), and that the nervous symptoms are 
due to this cause. Ergotism from spurred rye is well 
known. 

I was also interested in the cardiac lesions. Dr. 
Dercum described the physical signs as they were at the 
time. It is interesting to note that since the examina- 
tion the mitral systolic murmur has disappeared. The 
murmur at the aortic orifice persists, and probably may 
be accounted for by an old rheumatic endocarditis. 

The condition of the stomach is of interest, and even 
to-day this extreme dilatation persists. Thesupposition 
that it is due to involvement of the pneumogastric nerve 
is most plausible. 

The cases of wet beri-beri, or those characterized by 
dropsies, seem almost always to be connected with a 
neuritis involving the cardiac branch of the pneumogas- 
tric, probably the trophic branches more especially, with 
_ consequent degeneration of the heart muscle, dilatation 
and cardiac failure. 
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The sensory symptoms referring to the skin are of 
interest, not only from the fact that in one of the three 
cases there was aconsiderable degree of analgesia, more 
particularly of the lower extremities, but from the fact 
that this analgesia varied from day to day. Since the 
last examination there has been distinct improvement. 
The three cases I observed a year ago showed analgesia 
toa marked extent. ! 

With regard to the blood, not many examinations 
have been made, butin allattention has been directed to 
the possibility of the presence of an organism either of 
the filaria or malarial group. In none of Dr. Dercum’s 
cases did malaria exist, and the same is true of the cases 
seen last year. “ One fact that has been brought out in 
the study of these is thata leucocytosis of moderate grade 
is quite uniformly present. In all of Dr. Dercum’s cases 
and in two of three cases I observed, there was an in- 
crease in the number of the white corpuscles. In one case 
there was a considerable number of microcytes, many so - 
small as to present the appearance of mere dots. 

It seems as though we are to be visited from time to 
time by beri-beri, and probably more frequently in the 
future than in the past. it 1s, therefore a disease: re- 
quiring our attention, and should be carefully diagnosed 
from rheumatism, with which it is often confounded. 

Dr. JAMES HENDRIE LLoyb.—I would ask whether or 
not there could be a scorbutic element in these cases? 
Tee diet is strongly suggestive of it. I saw these 
cases with Dr. Dercum, and was rather struck with the 
fact that the peripheral symptoms were not very marked. 
The knee-jerks were preserved, and the gait was not 
typical of peripheral neuritis. There is no doubt that 
in these cases there was the environment and the food 
which would suggest the possibility of a scorbutic ele- 
ment. | 
Dr. WHARTON SINKLER.—The question raised by Dr. 
‘Lloyd is an interesting one, for in nearly all the cases 
Or Deri-beri that have been reported there has been 
either an insufficiency of food or food which was lacking 
in nutritive qualities, especially albumin. This was so 
“in the cases: reported by Dr. Putnam of a number of 
sailors fishing on the banks of Newfoundland, where 
they had scanty food, consisting principally of fish, and 
lived under conditions which usually bring about scurvy. 
In Japan the epidemics seem to have occurred among 
those who lived almost exclusively on rice and fish. A. 
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number of cases have been reported as occurring on 
ships coming from the West indies laden with sugar. 

Dr. F. X. DERCUM.—So far as my reading goes 
scurvy as we know it can have no place in beri-beri. 
Beri-beri is a disease which is well defined. Itis a mul- 
tiple neuritis due to a toxine or to some organism like 
that of malaria. That the disease is, however, not mal- 
aria is shown by the fact that it occurs where malaria 
_ does not occur, and that malaria is far more widely dis- 
tributed than beri-beri. Further, quinine, as is well 
known, has no action in beri-beri. In Japan people in 
the best circumstances are often attacked by the dis- 
ease, so that in many cases the ordinary etiological fac- 
tors of scurvy are absent. 

Dr. JUDSON DALAND.—In these three cases scurvy 
may beexcluded. We know a good deal about seurvy, 
and I cannot recall a case of scurvy presenting beri- beri 
symptoms. In scurvy we do not have the multiple neu- 
ritis, although purpuric symptoms are common and the 
gums are early affected. Although from a dietetic point 
of view causes exist for the introduction of scurvy, yet 
the symptoms of beri-beri cannot be ascribed to seurvy. 


EXHIBITION OF PATIENT. 


By Dr. J. MapIson TayLor. 


Adjourn ed. 


FURTHER REPORT OF OPERATION FOR EPI- 
LEPSY SEVEN YEARS AFTER. COM- 
PLETE RECOVERY. 


By DR. J. MADISON TAYLOR 


Professor of Diseases of Children, Philadelphia Polyclinic ; Neurologist to Howard 
Hospital; Assistant Physician Orthopedic Hospital, and to the 
Children’s Hospital, etc., etc. 


J T may be interesting to see and examine a case of 
| epilepsy operated upon with such absolute success. 
This boy, or rather young man, I reported five 
years ago.’ Thecase occurred in the service of Dr. Weir 
Mitchell, and the operation was performed by Dr. T. G. 
Morton in the Orthopeedic Hospital. The early history 
in brief was this: W. B., a perfectly healthy boy, of 
’ wholesome antecedents, fell at the age of two years and 
eleven months a distance of fifteen or eighteen feet, 
fracturing his skull over the right parietal prominence ; 
no convulsion at the time, and the wound promptly 
healed. Soon after there began occasional slight spasms, 
beginning with an aura, starting up the left forefinger 
and thumb, and limited to the arm. Later these in- 
creased, and a fuller description from the young man 
himself differs somewhat from the earlier notes, but is 
probably accurate because he is intelligent and quite 
positive on the subject. These smaller spasms the par- 
ents considered outgrown, and ended for a year or two. 
The first general convulsion occurred at the age of about 
ten years while in school, being rather excited over an 
unusual effort in arithmetic. While working very hard 
to accomplish the task, he noticed a greatly increased 
activity in the spasmodic opening and closing of the left 
forefinger and thumb, a phenomenon observed before, 
‘but held of small account. Presently the whole hand 
stiffened, the fingers clenched, the wrist flexed violently 
upon the arm, the arm flexed at the elbow, and-was car- 
ried forcibly up under the axilla; the left side of the 
mouth was drawn down, then the left leg became some- 
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what like the arm, and finally he fair Other attacks, 
usually superinduced by some mental or emotional ex 
citement, occurred like this once ortwiceamonth. The 
aura gave from a minute to a minute and a half warning, 
and the attacks could often be successfully controlled by — 
a powerful effort on the patient’s part or that of his par- 
ents to unlock the contractured parts persistently with 
the right hand, and to rub the palm vigorously. After 
the convulsions, during the period in which they were 
most severe, both the arm and leg were entirely para- 
lyzed as to motion and sensation for an hour or two, then 
rapidly recovered. The boy was conscious throughout 
the seizure. He could hear and see plainly, yet was un- 
able to move or speak, soon becoming vividly conscious 
of the absence of the arm and leg as the paralysis grew 
complete, and he would habitually ask to have the dam- 
aged arm placed in the sound hand so as to assure him. 

self of its presence. When in the progress of the seiz 

ure the inevitable fall was about to occur the lad was 
always able to guide himself in a way so as to avoid 
receiving undue damages, and to especially protect the 


tender spot in the head by partly adjusting himself. . 


If he were to lie on the right side the convulsions 
would continue, and it was necessary that he should 
be turned on his left for it to cease. Cold Water as 
ice applied to the tender spot had the effcet of limit-— 
ing the convulsion. 

Examination of the lesion, Deccemes 12, 1886 (this — 
was before the cyrtometer had come into use), showed ab- 
sence of bone over an irregular area (see diagram which 
I made at the time of the first examination) about two — 
and one-half inches long vertically, starting two inches 
behind and in a horizontal line with the top of the ex- 
ternal meatus of the right ear, and extending to within 
an inch of the vertex. The opening at its greatest 
width above the middle line was about one and three- 
quarter inches. On the posterior edge of the opening 
was a pointed mass of bone, elastic to the touch, pressure 
upon which produced a most sickening pain, and if con- 
tinued induced asevere generalconvulsion. Also at that 
time the left hand and arm were of lessened develop- 
ment and vigor; not so the leg; knee-jerk excessive on 
both sides ; station good; heart perfectly sound. 

Examination of the eyes by Dr. George de Schwein- 
itz showed the following: 

Vision, each eye.—Amplitude of accommodation 
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diminished 3°. Reflex and associated movements of the 
iris normal. No muscular anomalies, except insuffi- 
ciency of the internal recti of 6°. 

Ophthalmoscope.—Right eye: Round nerve healthy 
color. Slight absorbing conus, outer side. Along the 
nasal artery small black spots the remains of questionable 
‘hemorrhage. Refraction H. Left eye normal, nat- 
‘ural color; blotchy pigment conus at outer side; veins 
somewhat. tortuous; macula normal, Refraction H. 
Central color perception good ; fields of vision for form 
and color normal. 

Diagnosis. —Hypermetropia and slight astigmatism, 
with insufficiency of internal recti. No appearance in 
fundus not explained by this error of refraction. 

Operation March, 1887.—Dr. Morton, on lifting the 
scalp, found no spictiles of bone projecting into the 
brain, but owing to the irregularities of the edges of the 
bony opening, certain pointed masses pressed severely 
upon the cortical substance. These acted as obvious 
causes for the convulsions, and they were carefully 
trimmed away, not disturbing the dura. No bone was 
replaced the scalp was carefully readjusted. The recov- 
ery was uninterrupted and rapid. 

Description of W. B., December 17, 1894, as exhibited 
to the Philadelphia Neurological Society: Aged twenty- 
one and a half years, height five feet seven, weight one 
hundred and thirty-five; has enjoyed perfectly good 
health since the operation : is a powerful, muscular 
mechanic, earning an excellent livelihood as an artistic 
tile-setter. There has been no convulsion, except pos- 
sibly a partial one soon after the operation, on which 
point is some doubt. The opening in the skull is still 
about as large as described in 1890. This is a depressed 
area, pulsating regularly, varying in depth in accord- 
ance with trifling disturbances of health. He very rarely 
has headaches, and only when touched or struck om this 
spot ; then the pain is localized there. No considerable 
blow has been received, except one about two months 
ago. A companion playfully threw a soaked paper ball 
the size of an orange, striking him fairly on the tender 
place. Falling instantly to the floor, he suffered for 
some hours thereafter intense pain. The left arm is 
about three-eighths of an inch lessin length than the 
right; but the chief difference resides in the hand, the left 
being fully a half inch shorter than the right, ‘and the 
whole member proportionately small. The legs seem 
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precisely similar; the buttock lines are symmetrical; 
the left foot is smaller than the right, but no more, per- 
haps, than is natural. : 

The points of special interest here are: First, the 
entire relief to the convulsions. Second, perfect recov- 
ery of functional activity of the limbs Third, entire 
absence of spasticity or other damuge to the ‘motor tracts 
except only the lessened development of the one arm 
and hand which is confined to size and not modifying 
strength to any considerable extent. Fourth, perfect 
lo-ordination, normal growth and development of intel- 
cigence. | 


Stated Meeting, Fanuary 28, 1895. 


Dr. WHARTON SINKLER, President, in the Chair. 


Dr. PHILIP COOMBS KNappP, of Boston, read a paper 
entitled 


THE ALLEGED REFLEX CAUSES OF NERVOUS 
DISEASES. 


DISCUSSION. 


Dr. WILLIAM OSLER, of Baltimore.— With most of Dr. 

Knapp's conclusions I am entirely in accord, more par- 
ticularly with the remarks upon the relation: of uterine 
and ovarian troubles with the various neuroses alleged to 
_ be excited by disease of these organs. 
: There are, however, several conditions which we 
cannot, with our present knowledge, explain except on a 
theory of reflex influences. I refer more particularly to 
some of the curious phenomena connected with adenoid 
vegetations in the pharynx and disease of theturbinated 
bones, such as persistent asthmatic attacks in children, 
which are cured radically and permanently by local 
treatment; also similar spasmodic affections of the bron- 
chi in adults. I have recently had one or two striking 
instances of this condition. Eighteen months ago I saw 
a boy of eleven years who since the age of eight years 
had had recurring attacks of asthma of such severity as 
to produce changes in the form of the thorax. Complete 
and thorough treatment of the naso-pharynx and tur- 
binated bones was advised, since which the boy has not 
had a single attack. 

Then we have the fact of a few well authenticated 
cures of exopthalmic goitre by treatment of the turbi: 
nated bones. 

Of course, I think that a great deal of twaddle has 
been written with reference to the influence of eye strain 
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in producitig epilepsy and chorea. Among the cases of 
chorea submitted to Dr. Stevens, and the cases reported — 
by Dr. Ranney, there is scarcely a case of genuine Syd- 
enham’s chorea. ‘They are cases of habit spasm. That 
such cases are cured by the removal of nasaland pharyn- 
geal trouble is undoubted. : 

On the question of headaches, Dr. Knapp takes, I be- 
lieve, an extreme view. | think thata larger percentage © 
of eases of headache are cured by removal of ocular de- 
fects than he is willing to allow. 

Dr.. GEORGE E. DE SCHWEINITZ.—As one of my dis- 
tinguished confreres has reviewed certain writings of 
mine with reference to eye strain with this comment, “It 
may suit the general practitioner, but it is not in accord 


with the experience of ophthalmologists,” or words to’ 


that effect, | presume I am safe in saying that I should 
not be accused of too great partisanship on the side of 
ophthalmic medicine. Iam in entire accord with Dr. 
Knapp in the belief that Sydenham’s chorea is not caused 
by hypermetropia and hypermetrophic astigmatism, or, 
indeed, by any ocular anomaly, refractive or muscular. 
As I have elsewhere written, ‘“‘the evidence seems quite 
as lacking that hypermetropic refraction is the basal 
cause of chorea as it is that the chorea is the cause of the 
hypermetropia.”” In a constitution predisposed to chorea 
I presume eye strain is an important factor in fostering 
and provoking attacks. Pseudo-choreas are often the 
result of anomalies of refraction. : 
That true epilepsy is ever produced by refractive 
anomalies I doubt, although I am quite sure that con- 
vulsive seizures of various types, and no doubt some of 
those which belong to epilepsy proper, are modified and 
sometimes checked for long seasons of time by the use of 
proper glasses, prismatic or sphero-cylindrical. The 
great difficulty resides in the fact that the reports of 
these cases have been rushed into print before the proper 
time has elapsed to test the permanency of the effect. 
The evident conclusion of the matter is that while we 
may not believe the extravagant assertions that have © 
been promulgated with reference to the effect of eye 
strain, we do know that in the management of functional 
nervous disorders it is one of the influences that must be 
subdued before the treatment of the case is successful, 
for precisely the same reason that the defective func- 
tions of any other organ should be put into proper order 
in the management of these cases. . ; 
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I am notin accord with Dr. Knapp in his estimate, as 
I understand it, of the value of correcting refractive 
errors in the treatment of headache. In the first place, 
I do not believe that the cause of headache can ever be 
inferred from the position of the pain. The patient may 
experience the painful sensations from eye strain in any 
portion of the head—frontal, parietal, occipital or ver- 
tical region. Again, the pain is often situated between 
the shoulder- blades, far down in the neck, and some- 
times over the precordium. It isa notorious fact that in 
many cases of the most pronounced “eye strain cases’ 
the eyes themselves and their immediate vicinity have 
been entirely free from pain. I do not believe that there 
.is the slightest doubt, other things being equal, that 
fully sixty per cent of functional headaches will be mate. 
rially benefited, or cured, by the proper correction of re- 
fractive anomalies. 

In regard to the frequency of the various types of 
refractive error, it should be remembered that the earlier 
statistics are misleading, but owing to the beautiful sta- 
tistical work of Dr. B. Alex. Randall, of this city, and 
careful records, such as have been made by Dr. Risley 
and other observers, we are ina position to state the 
matter with reasonable accuracy, and know that hyper- 
metropic refraction is the preponderating condition in 
childhood, being found in seventy-six per cent of the 
eyes of children in the elementary schools. 

There is one very important point inthe management 
of many of the cases of neurasthenia, in which, some- 
times, the correction of refractive error, although evi- 
dently indicated, is not followed by good results. These 
cases, with bad nervous ancestry, if they are also handi- 
capped by an anomaly of refraction, always work, as 
everyone does who is so handicapped, at serious disad- 
vantage, only in them the nervous system receives the 
heavierimpress. Months and even years go by, and the 
impress upon the nervous system is deeper and deeper. 
Now the refractive anomaly is corrected, but we cannot 
hope by this alone to remove the long standing results 
which have been practically seared into the system. I 
can best illustrate this by the case of a young woman 
from the South, a patient of Dr. Weir Mitchell, who 
came to him for most atrocious headaches, as well as 
other symptoms of a pronounced neurasthenic type, 
Sometimes her headaches were so bad that, to use acom- 
mon expression, she almost ‘‘ went into convulsions.” 
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She had a high refractive error and considerable mus- 
cular defect—the so-called esophoria. She was put to 
bed, and underwent the ordinary rest cure for a time, 
with little or no benefit. Then, at Dr. Mitchell’s request, 
the refractive and muscular anomalies were corrected 
absolutely by means of glasses and tenotomies. Again 
there was little improvement. Once more the patient 
was put to bed and underwent a second rest cure, with 
entire relief, my remembrance being that in about six 
weeks she was entirely free of headaches, and has been 
for many years a healthy girl This ‘illustrates the 
method which should be pursued in these cases, and it, 
moreover, illustrates that while, no doubt, many of the 
neurasthenic tendencies and symptoms are hereditary, 
in a disposition of this type eye strain long continued 
may precipitate and, in that sense, cause the break-down,- 
precisely as it may bring about headache and other 
phenomena with which we are all familiar. JI am quite 
sure that we all agree, and I think Dr. Knapp has said, 
that in the treatment of all of these cases the examina- 
tion of the-eye is of very great importance, precisely as © 
is the examination of the nose, or, indeed, of any other 
organ, in order to make sure that the investigation of 
the case has been a perfect one. 

~ Dr. A. K. MouLton.—I do not believe that very many 
cases of insanity are caused by uterine disorders. In the 
service of a large hospital, in which a woman was em- 
ployed, very careful examinations were made of four 
hundred women. The physician had previously had ex- 
perience in caring for pauper women supposed to be 
mentally sound, and she discovered actually fewer cases 
of uterine disorder among the insane than among the 
sane. I have myself seen very few cases of insanity in 
women which I believed to be due to disease of the re- 
productive organs. 

Dr. Guy HINSDALE.—I recat two cases of epilepsy due 
to peripheral irritation. One case was reported to this 
Society by Dr. Brubaker, in which carious teeth were as- 
certained to be the cause of epilepsy. After their re- 
moval the epilepsy disappeared and has remained absent 
seven or eight years. 

The second case I saw at the Infirmary for Nervous 
Diseases. A sailor had received, among other injuries, 
a severe blow on one testicle. In six or seven weeks 
this was followed by spasms which were repeated at fre- 
quent intervals, until they reached twenty-five in a day. 
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The diseased testicle was removed, and from that day he 
has not had another attack during the six yearsthat have 
elapsed. If in cases of epilepsy we lock for peripheral 
causes we shall more frequently find them. Weare too 
apt to neglect a detailed investigation of cases of 
epilepsy. ; 

Dr. G. BETTON MassrEy.—Dr. Knapp makes an im- 
portant reservation in treating of gynzcological vagaries 
in relation to the reflex origin of nervous disease, when 
he speaks of the possibility of distinct disease in the 
pelvis giving rise to referred pain or neuroses. It is 
operation in the absence of such distinct disease that con- 
stitutes the worst vagary that has attacked the profes. 
sion. The fact that for years the profession assumed that 
the normal ovaries conld produce nervous disease, was 
probably the source of the attack on these unoffending 
organs. If the organs were diseased we could easily see 
that they might have the same effect as a carious tooth ; 
like the carious tooth, removal is not the only remedy. 

I think that it is a pity to allude to the ovary so much 
in speaking of these questions. The uterus is afar more 
important source of irritation. Diseases. of the uterus, 
especially catarrhal diseases, are a veryimportant source _ 
of referred pain in the back, head and spine, and of gen- 
eral neuresthenia. 

Similar conditions occur in catarrhal inflammation of 
the male pelvis. I have seen a number of cases of pros- 
tatitis with profound nervous symptoms which were 
quickly cured by relief of the prostatic condition. | 

Dr. FRANCIS X. DERCUM.—I am one of those who be- 
lieve in the value of treatment of the eye in cases of 
headache. I am also one of those who are prejudiced 
against operative interference with the pelvic organs in 
these cases, for I have seen the nervous symptoms not 
only continue, but be aggravated after such treatment 
and even new symptoms be developed. ‘This is, per- 
haps, not remarkable when we consider that in the re- 
moval of the ovaries or uterus, nerves must be injured 
and changes may take place analagous to those some. 
times met with after amputation. | 

This discussion might be continued much longer 
without adding much thatis new. I am a confirmed be- 
liever in the doctrine of referred pain, but the actual 
occurrence of reflex netrroses has diminished in my per- 
sonal experience with my own advance in knowledge of 
nervous troubles. | 
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Dr. J. Mapison TavLor.—I cannot refrain from 
alluding to two ancient beliefs which have come much 
to my attention among children’s ailments, viz., the ad- 
herent prepuces and lumbricoid worms, as a presumed — 
source of much reflex disease. In the matter of the ad- 
herent prepuces I have steadfastly set myself against 
this greatly exaggerated trouble for fifteen years. I have 
seen no grave instance of disturbance from this cause 
alone, although it amply merits attention always when 
present, but circumcision is rarely needed ; only judicious 
stripping such as I have constartly taught. 

Lumbricoid worms were a most convenient explana- 
tion of the phenomena of motor excitements, as well as 
the chronic intestinal disorders which have failed to re- 
ceive due attention when once the worms were demon- 
strated and exercised. But what has become of the as- 
caris lumbricoides, or even the oxyuris vermicularis? 
I hear of them so rarely and seldom meet them even 
in.a very large dispensary and other practice. Last 
winter one colored boy presented himself with fair 
health but huge belly, from whom we dislocated 366 
large round worms. ‘These cases are most rare now. 

Dr. PHILIP CoOMBS KNAPP.—As to Dr. Massey’s sug- 
gestion that actual disease of the ovaries or other pelvic 
organs may give rise to nervous disease. I would say 
that he has been called a poor pathologist who cannot 
find some pathological condition in an ovary that has 
been removed. In most cases of ‘normal ovariotomy ” 
there has been said to be some slight process of sclerosis, 
or asmall cyst which was thought to cause the trouble 
and to justify the operation. The point which I wished 
to make was that unless there are distinct symptoms of 
disease of an organ sufficient to attract attention to that 
organ, it is not likely to cause any remote or reflex dis- 
order. Where there is a history of long continued pain 
or where there are inflammatory processes, etc., then 
the nervous phenomena are entirely secondary, and the 
etiology is different from that of a reflex neurusis. 

There is, perhaps, not so much disagreement between 
my position and that of Dr. De Schweinitz as he thinks. 
I think that I said that I make it a routine practice to 
rerer almost every case of headache to the oculist, and I 
rather pride myself that in some instances I have held 
firmly against the opinion of the oculist that the head- 
ache was due to eye trouble, and the subsequent history 
has shown the correctness of my view. I have gradually 
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been coming to the belief that one of the distinctive 
symptoms in refractive headaches is the aggravation of 
the pain by the use of the eyes for near work. Another 
symptom that seemed to me to be important. although 
not so conclusive, is the location of the pain. With the 
routine practice of referring every case to. the oculist, I 
have obtained satisfactory results in a great many cases, 
but there is still a considerable remainder of cases where 
treatment of the eyes had not cured the headache. 


Stated Meeting, February 25, 1595. 


The President, Dr. JAMES HENDRIE LLOYD, in the 
chair. 


A CASE OF PSEUDO-MUSCULAR HYPERTRO. 
Piay, 


By AU tUSTUS A. ESHNER, M.D., 


Adjunct Professor of Clinical Medicine in the Philadelphia Polyclinic, Registrar in 
the Neurological Department of the Philadelphia Hospital, etc. 


ASES of pseudo-muscular hypertrophy are, on the 
C. one hand, not so rare as to be considered curios- 


ities, nor, on the other hand, so common as. to be 
without interest. Strictly speaking, the affection does 
not fall within the category of nervous diseases, being, 
so far as is known, a disorder of the muscles, pure and 
simple. In all likelihood, its occurrence depends upon 
some embryonic defect, some imperfection in the mes- 
oblastic layer of the developing ovum, from which the 
' muscular and fibrous tissues are derived. ‘The designa- 
tion pseudo-hypertrophic paralysis or pseudo-muscular 
paralysis is objectionable, inasmuch as the loss of motor 
power is but an incident, a secondary pheno in 
the symptom-complex. 
This case is presented upon the suggestion of Bir: 


Weir Mitchell,in whose service it occurred, andto whom | 


I owe the privilege of making this report. 
J. R., ten and-one-nalf years old, presented himself 

at the Infirmary for Nervous Diseases on January 4, 
1895. He was born at term, without complication, and 
during infancy had been fed at the breast. At the age 
of nine months he had whooping cough, and shortly 
afterward chicken pox. He learned to speak at the 
usual time, and his teeth appeared normally, though 
with some difficulty of minor character. He has never 
had a convulsion. No abnormality was noted until the 
child should have walked but failed to doso. Fora 
time, at the age of about two years, he was able to crawl 
and creep, but he never walked unaided. He has tried . 
crutches and braces, but without noteworthy assistance. 
For five years he has been using a tricycle. He is un- 
able to start himself, but once set going he can continue 
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the propulsion. He has been at school for but a few 
months, and has received but little education. He ap- 
pears, however, bright and intelligent. The muscular 
inability has grown steadily and progressively worse. 


The boy is entirely unable to stand unsupported. Even 
when seated, the lumbar spine yields in a forward direc- 
tion, leaving a marked concavity behind and the sacrum 
prominent. The legs and feet can be variously moved, 
though somewhat feebly ; the thighs, also, but in some- 
what less degree. Flexion of the thighs is particularly 
Weak. ihe légs and dteet are intensely cyanotic; in 
some places bluish, in some deep red, in some pink. 
They are also cold, and their cutaneous covering is 
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rough. The calves of the legs and the buttocks are dis-. 
tinctly full and firm, but not indurated. The muscula- 
ture of the remainder of the body is rather spare. The 
child is unable to flex the trunk forward, and rotatesthe 
spine little and with difficulty. The movements of the 
upper extremities are well performed, although the 
muscles are small. The knee-jerks cannot be elicited, 
nor can the muscle-jerks in the lower extremities. The. 
various reactions in the upper extremities are preserved. 
The several cutaneous reflexesare maintained. Cutane- 
ous sensibility is likewise preserved.’ The head ap-. 


1 A separate study of the reflexes atid of sensibility was made by Dr. | 
F. S. Pearce, whose notes are appended : Superficial reflexes —Infraor- 
bital present ; pupils respond normally ; epigastric, abdominal and 
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pears large; the ears.are large; the complexion is pale. 
pobare appetite is excessive, and the child overeats at 
times. The bowels are regular, and the sphincters are 
continent. The hand-grasp is exceeding feeble, but it 
seems alike on both sides, although the parents express 
the opinion that the right side is the weaker. The 
disposition is good and the child is bright and cheerful. 
The rhythm of the heart and the character of its sounds 
suggest mitral obstruction, but no murmur can be de- 
tected. Dr. A. G. Thomson reports that the. ocular 
media are clear; that the fundus and optic disc are nor- 
mal, although pulsation is evident in the right eye; and 
that the muscular balance is normal. Nearly three 
years ago the feet were operated upon, but a tendency 
to valgus remains, In the family history the only note- 
_ worthy points are that a baby brother died soon after 
birth in consequence of injuries received from dystocia 
due to unusual size; that a sister died at the age of four 
years, having had spinal curvature and finally menin- 
gitis; and that another sister died at the age of nine 
months: during dentition. Three other brothers are 
well and present no obvious abnormality. 

For the Bees aus i am indebted ta Dr. H.-P. 
Boyer. 


_ cremasteric especially active; gluteal less so; erector spine cutaneous 
reflex good. Deep refiexes—Knee jerks absent, not reinforcible; no 
ankle-clonus ; no Achilles’ tendon response ; elbow-jerk preserved. but 
faint; no ‘contra-lateral jerk; jaw-jerk ‘present. There is fibrillary 
contraction generally in the chest-muscles and girdle-muscles on tap- 
ping; also in the arms and forearms, but wanting in the legs. The feet 
are cold and covered with cold perspiration. From the buttocks down 
there is marked pseudo-muscular hypertrophy. Sensation everywhere 
is preserved to.touch, pain and temperature, but is the more acute in the 
upper extrenities. There is undue mobility at many of the joints, in- 
cluding those of the spinal column. The child assumes an attitude of 
lordosis in the endeavor to maintain a position of equilibrium in sitting. 
There is a marked increase of the connective tissue over the lumbar 
vertebra. 

A study of the electric reactions was made by Dr. J. H. W. 
Rhein, who found only quantitative changes, particularly marked in the 
lower extremities. The left biceps and rectus femoris and the right 
rectus, as well as the triceps of the left arm, failed to yield any reaction 
to the strongest current that could be employed. 


A CASE EXHIBITING SYMPTOMS OF FACIAL 
HEMIATROPHY AND JACKSONIAN SEN- 
SORY EPILEPSY: 


By THEODORE DILLER, M.D., 


Visiting Physician to St, Francis Hospital, Pittsburg, Pa. 


OR the opportunity to study this case and present 
i the patient here to-night { am indebted to my 
friend, Dr. R. W. Stewart. 

For want of a better name, I have called the pares- 
thetic phenomena he exhibits Jacksonian sensory epi- 
lepsy. ! 
ae aged 29, moulder; married; has two children ; 
denies syphilis. Five years ago he began todrink heav- 
ily, and continued the habit until two years ago, since 
whichtime he has been temperate. His family history 
is negative. : 

Ten years ago he noticed that the right anterior part 
of the scalp was dry, and that he perspired less in this 
than in other regions of the head. ‘This condition con- 
tinued unchanged up to the time of injury to be de- 
scribed now. . 

Four years ago he was kicked by a mule on the right 
forehead, just over the region which is now most atro- 
phic. He was unconscious for about one minute. The 
skin was not broken, but the eye and forehead became 
blue and very swollen, and he was compelled to discon- 
tinue work for about a week, when he resumed his usual 
occupation. 3 

Six months after this injury he had his hair cut very 
close, and, for the first time, he noticed a bare streak on 
the scalp, parallel with, and just to the right of the © 
median line. It extended to the line of the hairy scalp 
on the forehead, and its area could just about be covered 
by the first two phalanges of the little finger; almost as 
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large as you now see it. Over this area, and over a strip 
of skin, representing a continuation of this region, 
extending down to the right side of the nose, he noticed 
that he perspired much less than he did in other parts of 
the head and face. : 

The patient states that two and a half years ago, 
about the time of his first epileptoid attack, the skin over 
the anterior two-thirds of the right half of the scalp 
began to waste, and has continued to do so up to the 
present time. About the same time he received a blow 
from an iron rod (not very severe) over the lower part of 
the right calf, just above the tendo Achillis. A few 
minutes later his first ‘‘spell”’ occurred in the following 
manner: He experienced a feeling of numbness and 
tingling in the left toes which he likens unto a feeling of 
“pins and needles.” This paresthesia slowly ascended 
the leg, thigh and trunk, went down the left arm to the 
fingers, then up the left side of the neck and face, 
involved the left side of the tongue. The attack termi- 
nated in pain on the right side of the head, its intensity 
being greatest in the atrophic regions. When the pares- 
thesia had reached the middle of the trunk in its upward 
march, it began to fade from the toes, and precisely as 
it had come it passed away. An absolute loss of muscu- 
lar power passed over and faded from the left side, just 
_ as the paresthesia had, save that, in time, it was a little 

later. The attack proper lasted’ from twenty to thirty 
minutes, but the right-sided head pains continued for an 
hour ortwo. He was entirely conscious throughout the 
attack. 

Subsequent attacks have been similar in character 
except that nearly half of them began in the left fingers. 
Those which began in this way marched down the left 
leg to the toes, and then up the neck and face, terminat- 
ing in head pains, as in the first attack. In a few 
instances the paresthesia marched down the arm after 
having ascended it. Two attacks began in the left lip, 
marched down the arm and leg and returned up the leg 
and then pursued the usual course. Sometimes the head 
pains, in which attacks always terminate, last nearly a 
whole day. This pain is always strictly confined to the 
right side and is chiefly located in the atrophic regions. 
The pain varies greatly and is always proportionate to 
the severity of his attacks. There is considerable differ- 
ence in the severity of his attacks, and they last from 
twenty to forty-five minutes. In every attack,no matter 
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how it begins, the entire left side of the body has been 
involved. Since the first attack he has averaged about 
one a month, although they come at very irregular inter- 
vals, ¢. g., Six or seven months intervened between the 
first and second attacks, and two attacks have occurred 
within three days. 

One year ago he was seized with a general motor 
convulsion, lasting twenty minutes, during which blood 
tinged foam was noticed about his mouth, and after 
which he slept. He was, however, conscious during the 
onset of this attack, and states that it began with the 
ordinary sensory manifestations in the leg, which were 
more severe than usual. The last thing he noticed 
before unconsciousness ensued was that his leg was 
trembling violently (convulsive movements), (?) 

Until the occurrence of this attack, he felt weil in the 
interval between his paresthetic seizures. Since then 
he has been subject to attacks of dizziness and various 
ill-defined subjective sensations in the head, and also to 
certain vague fears. During the past year he has not 
felt able to work on this account. Since this general 
convulsion, his sexual appetite has declined until now it 
is almost absent. | oe 

Examination March 3, 1895.—The skin of the right 
forehead and anterior third of the right scalp is decid- 
edly wasted. There is also slight wasting of the skin 
over the right side of the nose. This atrophy extends to 
the median line, but is strictly confined to the right side. 
The atrophy of the scalp is not even. There are spots 
where wasting is much more marked than at others. 
Besides the bald spot a:ready described, there is another 
one which could be covered with a silver quarter dollar, 
Situated alittle back and external to this one. The mar- 
gin of hairy scalp is a little further back and external to 
this one. The margin of hairy scalp is a little further 
back on the right than on the left side. The hair all 
over the atrophic region of the scalp is less abundant 
and somewhat coarser'than on the other side. Sensation 
is present over this atrophic region. The orbicularis 
palpebrarum and the occipito-frontalis muscles are 
active—apparently as strong as on the affected side. 

With the dynamometer he registers sixty-five with 
the right and sixty-two with the left hand. No disorder 
of sensation of any sort is present on any part of the 
body; no atrophy; gait natural; knee-jerks sluggish. 

Dr. Frank Edsall, who has examined his eyes, reports 
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as follows: Vision O. D. 20/xl with + 0.50 D. Sph. 
6.50 Deyl ax 180° = 20/xxx O: 5. 20/xxv; with +- 0.25 
Syl ax’ oo v =. 20/xx. No mydriasis; no-muschlar 
abnormality detectable ; no limitation of visual field for 
white in either eye; fieldfor color not tested ; small conus 
of pigment atrophy at the lower temporal quadrant of 
the right disc; entire disc slightly hazy and indistinct ; 
vessels tortuous, temporal half of the disc a little paler 
than normal. In the left eye the disc is also a little 
paler in the temporal half, slight cupping of disc small 
spot of pigment atrophy at the temporal side of the disc. 
Disc slightly oval in vertical axis. 


*REMARICS, 


The conditions present in the tissues of the right side 
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of the head leads me to diagnose the case as one of 
facial hemiatrophy. Apparently the mule kick he 
received four years ago hastened, if it did not start, the 
atrophic process. It must be borne in mind that the 
patient states that ten years ago he noticed the right 
side of his hairy scalp was crisp and dry ; so for six years 
before the injury some malnutrition existed. When we 
“remember the fact that the nutrition of all parts 
except the muscles seems to depend on the posterior 
root fibres, to which the fifth nerve chiefly belongs, and 
that the influence of chronic lesions is to cause a slow 
wasting, distinct from the acute disturbance produced by 
- irritation,’ (Gowers, Dzsease Nervous System, Vol. II, 
p. 870), we might suppose that some chronic affection of 
the fifth nerve or its nucleus, has been present for ten 
years in this man, and that it was made more active by 
the mule kick he received four years ago. In the case 
of facial hemiatrophy, now classic, in which Mendel per- 
formed an autopsy (Deutscher Med. Ztschr., 1888, p. 407), 
degeneration of the descending root of the fifth nerve 
and of the cells of the locus ceruleus was found. Assum- 
ing that a similar condition is present in this man’s fifth 
nerve and its nucleus, might we not suppose that the 
degenerated nucleus, acting reflexly as a source of irri- 
tation, has provoked these periodical sensory discharges? 
I must confess that I-have been unable to demonstrate 
to my own satisfaction any exact mechanism which 
would on theoretical grounds definitely account for the 
attacks. The suggestions I have thrown out, even if 
adopted, would not explain very far and would leave 
very much unexplained. If we attempt to explain the 
attacks on the theory of an irritated sensory cortex, the 
fact that they begin in different parts of the body, arises 
at once before us as a difficulty in localization. Besides 
cortical trouble would not explain the atrophic condition 
present in the right face. (Bremer and Eskridge have 
recently reported cases showing cortical trophic influ- 
ence). | 
These attacks are themselves, it seems to me, anala- 

gous to certain types of Jacksonian epilepsy, except that 
they are sensory instead of motor, and that there is no 
constant or signal symptom. The essential feature of 
epilepsy is the more or less sudden and vicarious dis- 
charge of morbidly unstable nerve cells. We are too 
much accustomed to think this discharge must neces- 
sarily be motor. Every now and then we see cases like 
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this, which seem clearly to be chiefly or whoily sen- 
sory. JI am disposed ts think the motor paralysis he de- 
scribes as following closely after the paresthesia is more 
apparent than real. He tells me that on one or two 
occasions he walked some distance after the parasthesia 
had involved hisleg. Because the leg feels “ heavy” 
and very “large,” he thinks he cannot use it. Indeed, 
it may be fairly doubted whether there is any real par- 
alysis. 

The morbid process, wherever or whatever it is, is 
likely extending. The general convulsions from which 
he suffered one year ago, the vertigo, the restlessness 

and uneasiness, the loss of sexual appetite—indicate this. 
I have as yet instituted no treatment, but have been 
holding under advisement the propriety of having ex- 
cised the various branches of the fifth nerve, as recom- 
mended by one of the members of this society (Dr. Der- 
cum) in a paper read before the society a few years ago, 
or of having the Gasserian ganglion itself excised, which, 
in operation as shown by Stewart, Keen, Rose, Hartly 
and others, can be done without any very great risk. 
sane Dercum’ s recommendation (JOURNAL OF NERVOUS 
AND MENTAL DISEASE, Volume XVII. p. 108) is based 
on the the theory that facial hemiatrophy depends, not 
so much on loss as on perversion of the trophic influence 
ofthe fifth nerve. The question, too, as to whether tre- 
phining would be advisable also presents itself. Al- 
though this man does not, it seems to me, present 
symptoms which would justify a diagnosis of brain 
tumor, nor which would localize a focus of irritation, it is 
possible that trephining undertaken in an empirical way 
might result in some benefit. Yet, notwithstanding the 
absence .of clear indications, it 1s just possible that a 
brain tumor may be present, for we know that in some 
instances of intracranial growths many, or nearly all the 
classical symptoms are absent. 


Dr. WILLIAM OSLER read a paper on 


NEURITIS DURING AND AFTER TYPHOID 
FEVER. 


He gave an account of the cases which had been un- 
der his observation since the opening of the Johns-Hop- 
kins Hospital ; five cases of local neuritis ; four instances 
of general peripheral neuritis involving arms and legs. 
Of the cases of local neuritis four occurred among about 
350 cases of typhoid under treatment, and one was a 
dispensary case. He described first the condition which 
has been referred to as ‘tender toes” in typhoid fever, 
which was possibly also a peripheral neuritis. 

In two of the cases the local neuritis developed at 
the height of the fever; in three, after the temperature 
had become normal. He spoke of the difficulty of diag- 
nosis between some of these cases of localized peri- 
pheral neuritis after typhoid and poliomyelitis. 

Of the four cases of multiple neuritis none were un- 
der treatment in the hospital during the primary ill- 
ness. All four were in males: one a boy of nine, one a 
boy of ten, and the other two in young adults; one case 
presented a very marked relapsing feature. In these 
four cases there was double wrist and foot drop, with 
atrophy ; in all of the cases there was marked pain in 
muscles. There was no trophic disturbances, no in- 
volvement of the bladder or rectum. Two of the cases 
which were under observation in 1893 have recovered 
completely. ‘The two cases which were under observa- 
tion in the autumn of 1894 have improved very much, 
particulary in the arms, but still have foot drop and the 
steppage gait. 


DISCUSSION, 
Dr. WHARTON SINKLER.—As Dr. Osler remarks, it is 


extraordinary that so few cases of neuritis following 
typhoid fever have been reported. At the same time, 


- we must remember it has only been within the past ten | 


~% 


aed —atermennanssistias 
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or fifteen years that multiple neuritis from alcohol and 
other causes has been reported. The various forms of 
paralysis after typhoid fever that have been reported, 
have no doubt been most commonly due to poly-neu- 
ritis. 

I have seen one notable case of neuritis following 
typhoid fever in a girl of thirteen years. She hada 
severe and prolonged attack of typhoid fever with a re- 
lapse, and during the relapse, the symptoms of neuritis 
manifested themselves. There was tenderness of the 
extremities, followed by complete loss of power. When 
-I saw her several weeks later, there was great wasting 
of the lower extremities, very little hyperezsthesia or 
tenderness of the nerve trunks, but there was loss of 
power, almost complete, and strong contractures of the 
legs at the knees. Persistent massage and stretching 
failed to relieve these contractures, and when the mus- 
cular power had been restored the ham-string tendons 
were cut, the limbs straightened and the patient com- 
pletely recovered the power of walking. 

This case is of interest as Dr. Osler stated that he 
had not seen paraplegia from neuritis. 

Dr. Francis X. DERCUM.—Dr. Osler’s paper pre- 
sents a number of interesting points. For instance, in 
one of the cases related there was, after partial recovery 
of power, again a subsequent loss. We see this now and 
then in other forms of neuritis, especially if the patient 
exercises at too early a period. It wasrecently observed 
in a case of beri-beri at the Philadelphia Hospital in 
which there was recovery with subsequent relapse 
after the patient had been about. 

With regard to the points of differential diagnosis I 
think, that to the tenderness and pain we should add 
hyperesthesia. This, if present, would throw the 
weight of probability in favor of multiple neuritis 
rather than poliomyelitis. 

Iam a little doubtful with regard to the point that 
total extinction of faradic reaction in poliomyelitis is 
permanent. Inalimited number of cases of infantile 
paralysis I have seen a return of elevtrical reactions 
where none were obtained at first. 

I think that one reason why cases of multiple neu- 
ritis after typhoid fever are not more frequently re- 
ported is because the symptoms are frequently not as 
typically developed as in toxic neuritis from other 
causes. I have seen a number of cases of a mild type, 


ad 
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but none that were as typical of multiple neuritis as 
those due, for instance, to alcohol. 

It seems to me that in the differential diagnosis be- 
tween poliomyelitis and multiple neuritis the age of 
the patient isan important element. Acute poliomye- 
litis is rare at those periods of life when we are apt to 
have typhoid fever. I think that in cases otherwise 
doubtful, we should lean strongly to the diagnosis of 
multiple neuritis, if the affection occur in adolescence or 
adult life. 

Dr. JAMES Tyson.—In a fairly large experience with 
typhoid fever, I have not met with cases of secondary 
multiple neuritis. The question of the special etiology 
appears to me of interest. I think that Dr. Osler did 
not refer to this. As the affection comes on during con- 
valescence, after the fury of the disease is spent, it 
seems difficult to say what the special cause is. 

We are all familiar with the muscular pain in the 
early history of typhoid fever. I should like to know if 
there can be any connection between these two condi- 
tions, the extreme pain in the early stage and the neu- 
ritis at the close. 

Dr. C. S. Potts.—I can support what Dr. Dercum has 
said in regard to faradic contractility in some cases of 
poliomyelitis. I recall one case treated at the Uni- 
versity Hospital where there was total extinction of 
faradic contractility, with subsequent return. 

_ Two years ago I reported a case of multiple neuritis 
following typhoid fever. The case was referred to us 
by Dr. Musser. In the third week of the disease vio- 
lent pain was experienced in both legs, and when the 
patient was allowed to get up there was found to be 
more weakness than would be expected after the attack 
of typhoid fever. When the patient was referred to us 
there was hyperesthesia over ,the calf muscles of both 
legs, tenderness in the popliteal spaces and reactions of 
degeneration in the tibialis anticus and peroneal groups. 
Under the use of massage, electricity and strychnia con- 
tinued for several months, the patient recovered. This 
case I think would be regarded as belonging tothe para- 
plegic type mentioned by Dr. Osler. 

Dr. G. BETTON Massty.—The value of the faradic 
current in showing the difference between multiple - 
neuritis and poliomyelitis would lie partly in the period 
of return of contractility. It would be late in polio- 
myelitis when it did appear, and would appear early in 
multiple neuritis. 
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Dr. M. V. BALL.—The pain in the feet after the use 
of the Brandt method, to which Dr. Osler has alluded, 
was observed at the German Hospital in cases treated 
after this method. The nurses frequently found it nec. 
essary to roll back the bed clothing so as to leave the 
feet exposed. 

Dr. JAMES HENDRIE LLovp.—I have been much inter- 
ested in the study of acase of peroneal muscular atrophy 
following typhoid fever, a report of which was made to 
the College of Physicians in January. In that case I 
was struck by the resemblance to the peroneal type of 
muscular atrophy reported by Charcot and others. 
Sir james Papet called attention to the fact that 
after typhoid fever there is apt to be an involvement of 
the peroneal nerve. It seems to be a coincidence that 
these muscular atrophies of a peroneal type have been 
noted as following infectious diseases. In my case the 
atrophy was most marked in the peroneal group of 
muscles. It was followed by contractures which are _ 
persistent. In this case there was not much muscular 
pain; there was no anesthesia and no typical reactions 
of degeneration. 

I think that we sometimes take a too restricted view 
of the pathology of these cases. Some cases are due 
possibly to poliomyelitis, but some may be due to affec- 
tion of the muscular tissue itself. According to the 
researches of Zenker and others there are grave changes 
in the muscles during typhoid fever. This is a point 
which has been too much neglected. 

Dr. OSLER.—The relapsing feature in one of these 
cases was of great interest and seemed to clinch the 
diagnosis of a peripheral against a central lesion. It is 
well known that certain types of neuritis are character- 
ized by this tendency. Many of the cases of paralysis 
after typhoid are due to poliomyelitis. Indeed, Gowers 
makes the statement that after no acute fever do we see 
_ this spinal affection so frequently as after this disease. 
I have never met with an instance, whereas I have seen 
several cases of poliomyelitis with permanent and per- 
sistent atrophy of the muscles after measles and scarlet 
fever. 

I did not touch upon the etiology of post-typhoid 
neuritis because we do not know anything about it; at 
any rate, not enough to speak with certainty. As in 
diphtheria, it would appear that it is more commonly a 
late lesion. The observations of Pitres and Villard 
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would indicate that it is not a very uncommon event, as 
they have found the anatomical lesions in cases which 
presented no signs of neuritis during life. . 

Dr. LLOYD has raised an interesting point in some of 
these cases as to the presence of a myositis rather than 
aneuritis. In two of the four cases in which, during the 
height of the fever, acute local symptoms supervened, 
which I regarded as a neuritis, there were swelling and 
tenderness of the muscles. We must remember, how- 
ever, that tenderness of the muscles is a very special 
feature of many cases of multiple neuritis (particularly 
as pointed out by Wilks) of the alcoholic form. 

An important matter in this group of cases relates to 
the prognosis, the hopefulness of which has seemed to 
me very remarkable. Two of the cases of multiple neu- 
ritis have already recovered, and the other two have 
shown improvement enough to warrant the expectation 
of a similar good result. This satisfactory feature of 
multiple neuritis is not, however, confined to the post- 
febrile forms. 


Dr. M. V. BALL read a paper on 


SOME CASES OF SEXUAL PERVERTS, 


And described the mental characteristics of eight male 
sodomites, who were serving terms in the Eastern Pen- 
itentiary. They had either been sentenced for this 
crime or had confessed to habitually practicing it. 

In allof them feminine traits were strongly developed, 
though their physical appearance was masculine. Three 
of the eight were negroes. 

In the majority of cases the habit was commenced very 
ea:ly, even before puberty, and in four cases was prac- 
ticed in houses of prostitution. 

The individuals solicited trade on the public streets 
as female prostitutes do. 

Delusions or other signs of insanity are not present. 

There are two classes of sodomites, those who make 
a profession of it and whouse all the arts of a prostitute, 
and another class who possess the traits of the sexual 
pervert, but only commit the act when under peculiar 
circumstances, as when in prison, in the army or navy, 
or in close association with men. 

In the cases studied, desire for the female sex was 
wanting. Pederasty was never practiced. 


DISCUSSION. 


Dr. FRANCIS X, DERCUY.—It seems to me that when 
we know more about this subject, we shall find that there 
are really two kinds of sexual perverts, those in whom 
the practice is acquired in early childhood and is kept 
up, and those in whom it isa symptom of general nerv- 
ous degeneration. It is interesting to study these cases 
for signs of physical degeneration; for instance, about 
the teeth, the ears, the digits, etc. Measurements of 
different portions of the body should be made and 
feminine characteristics sought for. The subject seems 
to be an interesting one from that standpoint and would 
repay more detailed study. 
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Dr. M. V. BALL.—Investigations, such as Dr, Dercum 
has alluded to, have been carried out, and in some cases 
there have been found degenerative stigmata, but in 
many cases there have been no signs of physical degen- 
eration. While most of these cases give a history 
dating back before the development of the sexual 
passion, yet we can not believe all their statements. 
Many of them are prone to boast of their achievements. 
Many people are sent to prison for sodomy who are not 
sodomists, but, who in a condition of drunkenness, have 
been caught in bestial acts. These cases show none of 
the regular characteristics of sodomists and are of inter- 
est to the ponologists. 


Adjourned. 


Stated Meeting, March 25, 1895. 


Dr. JAMES HENDRIE LLOYD, President, in the chair. 


Dr. THEODORE DILLER, of Pittsburg, presented a 
paper on 


A CASE OF JACKSONIAN SENSORY EPILEPSY. 
DISCUSSION. 


mor, CHARLES K. Mriis,. Dr. Diller, in sending’ this 
patient, asked particularly for suggestions concerning 
treatment. In the first place with reference to the nature 
of the case. It seems probable, as Dr. Diller suggests in 
the paper, that this atrophic condition has been going 
on for years and that itis of the nature of a facial hemi- 
atrophy. Itislikely that his injury has had had some- 
thing to do with his recent manifestations—with this 
Jacksonian sensory epilepsy, if we choose to call it that 
—and with the motor attack which he has had at least 
once. It is difficult to get aclear idea of the mechanism 
of these attacks. The suggestion which Dr, Diller makes 
is a reasonable one, particularly in the light of Mendel’s 
report, and we have, perhaps, had one or two similar 
reports. If he has atrophy of the terminal nucleus of 
the fifth, in the region of the locus ceruleus, and if there 
has been an injury to the fifth nerve fibres in the scalp, 
it may be that we have a hint as to the mechanism of 
these attacks. Given an atrophic region, which is always 
unstable, and a peripheral irritation of the fibres of the 
first conveyed back to its nucleus whichis close to the lem- 
niscus in the pons, it may be that this is the starting 
point of the trouble, and that it is thus that the impulses 
are projected to the sensory cortex, and completing the 
cortical arc to the motor attacks. You have thus a theo- 
retical explanation of the case. Of course, it is specula- 
tion, but it is difficult to explain this case. Certain other 
phenomena are very striking, as the fact that after these 
well-described attacks, he has headaches persisting for 
minutes or hours. Thisin connection with the localiz- 
ing symptoms probably shows some wide-spread cortical 
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involvement. If this be a correct theory, it might be 
worth while to try the effects of operation, at least 
exploratory operation, in the neighborhood of where the 
scalp was injured. The question of the possible hyster- 
ical nature of these attacks might be considered, but I 
would rather hear what the President has to say on that 
oint. 

e The PRESIDENT.—It seems to me that we have here a 
typical hemifacial atrophy of rather short duration. 
According to the history of the case, this hemifacial 
atrophy has probably been coming on for ten years, 
although it has been marked only for the last few years, 
following the kick by the mule. We know that in the 
main these hemifacial atrophies do not have a history of 
trauma, and I think that we can not ascribe this case to 
trauma, for it undoubtedly began before the traumatic 
impression was made. 

From my knowledge of hemifacial atrophy, I do not 
see how we can connect it with the other nerve symp- 
toms which the patient has. These nerve symptoms 
seem to be of a very bizarre type and, so to say, unsatis- 
factory character. We can not exactly tell what they 
are from the patient’s description. On one occasion, he 
had a sort of pseudo-epileptic attack, but it does not 
seem to have been repeated or to have been at all char- 
acteristic. These subjective sensory disturbances, I 
think, cannot be connected with the hemifacial atrophy. 
They may, however, have had an origin in the trauma. 

ok think: that in this case there should be a careful 
testing of the tactile and thermal sensation after these 
nerve-storms. A great deal depends upon such testing 
carefully done at the time of and after these paroxysms. 
_ There should also be a careful study made of the color 
fields. I think that the diagnosis of traumatic hysteria 
has not been eliminated. I do not see any indication for 
operation. If done, I think that such an operation would 
be of a mere experimental kind. Ido not see how any 
operation on the fifth nerve could stop the progress of 
the hemifacial atrophy, and I do not see where the local- 
ization exists to serve for an indication for operation to 
control these sensory symptoms. 


MERYCISMUS OR RUMINATION, WITH A RE. 
POR. OF TWO CASES. 


By DAVID RIESMAN, M.D., 


Assistant Demonstrator of Pathological Histology, University of Pennsylvania ; 
Instructor in Clinical Diagnosis, Philadelphia Polyclinic; Attending Phys- 
ician for Nervous Diseases, Northern Dispensary. 


MONG the aberrations of function presented by the 
human stomach, none is more interesting or more 
strange than that known as rumination or mery- 

cismus (merukismos, ruminaton). 

Although the ancient writers, particularly Aristotle, 
were acquainted with rumination in animals, they have 
left no records indicating that they possessed any knowl- 
Sure Or its: occurrence in. man. The first author to 
mention it was the great Italian anatomist, Fabricius ab 
Ayuapendente, the teacher of William Harvey, who 
lived at Padua towards the close of the sixteenth 
and the commencement of the seventeenth century. 
Ba ee Of, the chapters of his’ book, entitled, ‘‘ De 
Ruminatione,’* he describes with much clearness two 
cases of merycismus—the one was a nobleman who is 
said to have had two horns on his forehead ; the second 
a Paduan monk who ruminated because his father had a 
little horn on the forehead—‘ guod ejus pater paulo supra 
Srontem in capite corniculum durissimum.” 

Since Fabricius’ time quite a large number of cases 
have been reported, particularly by European writers, 
but only a few instances have been observed in this 
country. The literature has been carefully reviewed by 
Johannessen * and by Singer,* to whose monographs the 


‘Fabricius ab Aquapendente, Hieronymus. Opera omnia anatomica 
et Physiologica cum Prefatione. J. Bohnii, Lipsiz, 1687, p. 135. 

* Fabricius gives the following excellent definition of rumination : 
“‘Ruminatio igitur nihil aliud est, quam cibi in os regestio-vel clarius, 
ruminatio est localis cibi motus quo su:sum per gulam in os regeritur, 
manditur, et laevigatur, inde rursus devoratur.’’ ‘'De Ruminatione. ci 

, 135. 
3Johannessen. Zeztsch. f. Klin. Medicin., Bd. x., p. 264, et seq. 

4Singer. Deutsch. Archiv. f. Klin. Medicin., Bd. \i., 1893, p. 472; 

ét seq. 


72 PHILADELPHIA NEUROLOGICAL SOChEI FT, 


writer would refer for a more extended bibliography 
than the one given at the end of this paper. 

We may define rumination as a periodic regurgita- 
tion of the food unattended by nausea, retching, or dis- 
gust, the regurgitated material being either voluntarily 
ejected from the mouth or again swallowed, remastica- 
tion not being an essential part of the act. 

Writers are generally in accord in considering this 
regurgitation analogous to the process of rumination in 
the lower animals. In them we find that rumination is 
peculiar to certain classes of herbivora, being evidently 
a developmental or evolved character, the result of 
adaptation to environment. Herbivora, particularly 
the ruminating genera, in the wild state are compelled 
to ingest large quantities of coarse food very hastily, 
because, to use the words of Robert Meade Smith,’* 
“in eluding their enemies, they rely chiefly upon 
sharpness of vision, acuteness of hearing and agility.” 
They have in consequence come to be provided with 
a peculiarly complicated and capacious stomach, which 
in the majority of ruminants consists of four compart- 
ments: the rumen or paunch, the honey-comb bag or 
reticulum, the psalter, omasum, or maniplies, and the 
abomasum or rennet. Of these the last is alone com- 
parable to the human stomach. ond, 3 

The food after its imperfect primary mastication, 
passes into the first and second stomachs, while fluid 
and finely divided particles may at once enter all four 
compartments. Rumination begins a variable time after 
the meal. The bolus is formed and regurgitated into the 
mouth, remasticated, and then swallowed in a state of 
fine subdivision, permitting it to passthrough the narrow 
aperture between the reticulum and maniplies. From 
the latter it is transmitted to the true stomach to be 
there subjected to the action of the proper digestive 
juices. | 

The factors bringing about this complicated process 
are principally two—a lessening of the intra-thoracic 
pressure and an aspiration of the gastric contents. 

At the moment at which regurgitation begins the 
glottis isclosed and the diaphragm is forcibly contracted ; 
this leads to an enlargement of the thoracic cavity and a 
consequent rarefaction of the air. The decrease in pres- 
sure causes, on the one hand, an aspiration of the blood 
in the jugular veins into the heart; on the other, a suc-. 


*Robert Meade Smith. Physiology of the Domestic Animals. 
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tion of the gastric contents into the esophagus, the car- 
diac orifice being synchronously relaxed. As soon as the 
bolus has entered the gullet, it is carried upward by an 
antiperistaltic movement. 

The stomach itself is probably passive, as we may 
infer from Magendie’s famous experiment on the 
mechanism of vomiting. Magendie found that when he 
excised the stomach of a dog and substituted for it a 
bladder, the injection of tartar emetic was just as capa- 
ble of producing vomiting as before. Regarding the 
participation of the abdominal pressure, writers are not in 
complete unison, some holding that it is necessary, 
others that it is not. 

Rumination is a reflex act and is presided over by a 
centre situated in the medulla oblongata, the afferent 
pathway being constituted by the pneumogastric nerves, 
the efferent by the phrenic nerves and the motor nerves 
of the abdominal muscles, the stomach, and the eso- 
. phagus. 

' As far as the process of rumination has been studied 
in man, it has been found identical in its mechanism 
with that of herbivora, the factors of paramount import- 
ance being the closure of the glottis and the descent of 
the diaphragm. But while the mode of its production 
has been quite fully elucidated, we are as yet ignorant 
of its ultimate cause. 

The anatomic lesions that have been noted have 
thrown no light on the origin of the phenomenon. 

Arnold‘ and Luschka’ found in their respective cases 
dilatation of the lower end of the esophagus, the so-called 
antrum cardtacum, and also observed an unusual thick- 
ness of the internal branch of the spinal accessory nerve ; 
that which unites with vagus. As in ruminating animals 
the gullet terminates in a funnel-shaped expansion (the 
goutticre esophagienne of the French) and as in them 
the inner branch of the accessory nerve is very thick, 
Arnold and Luschka concluded that the existence of 
these anomalies accounted for rumination in man. 

But unfortunately for this theory the cardiac antrum 
has been found in cases that did not present merycism 
during life, while in other instances the esophagus was 
normal; and as regards the hypertrophy of the nerve, 


‘Arnold. Ontersuchungen im Gebtiete der Anatomie und Physiolo- 
«gle; Bd. i., p. 211, Ztirich, 1838. Quoted by Singer. 

Luschka Virchow’s Archiv., Bd. xi., 1857, p. 247. Quoted by 
Singer. 
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its size is known to vary considerably under normal con- 
ditions. 

In Singer’s cases Von Hacker was able to determine, 
by esophagoscopic examination made zutra vitam, a 
probable dilatation of the lower end of the esophagus, 
which Singer attributes to the patients’ habit of swallow- | 
ing imperfectly masticated pieces of food. In a few 
cases the stomach has been found dilated. 

Bourneville and Séglas,* intwo autopsies, found both 
stomach and esophagas normal. 

All these contradictory observations prove that there 
is no constant anatomic substratum, whence it follows 
that we must rank the condition, at least for the time 
being, among the functional disorders of the stomach, 
and consider it, as Oser® has done, a motor neurosis. 

As both experimental examination and esophagosco- 

y have shown that the cardia is invariably closed 
toward the stomach, except during the transit of the 
food, we must of necessity believe that in rumination | 
there is, as in vomiting, a temporary relaxation of the 
orifice. That a permanent insufficiency exists, as has 
been ciaimed, is unlikely, as this would inevitably lead 
to a perpetual regurgitation of everything ingested. 

An important element in the causation of rumination 
is unquestionably the neurotic constitution. Nearly all 
writers are agreed on that point. 

A German physician, Nacke,” who is a sufferer 
from the affection, and who has studied his case minute- 
ly, is convinced of its relation to neurasthenia. When- 
ever his nervous systemis most unstable, the rumination 
is most energetic. 

The frequency of the disease in the educated— physi- 
cians, students, and clerks—would also indicate its alli- 
ance to the neurasthenic state. 

In a few instances, notably in the case reported by 
Korner,” in which a governess taught the practice to her 
_two wards, the habit was acquired by imitation. 

Bourneville and Séglas, as well as others, have 
pointed out its occurence in idiots and the insane. In 
such cases it may be dependent upon bulimia. 


® Bourneville et Séglas. Du Merycisme. Quoted by Singer. 

°Oser. Die Neurosen des Magens und ihre Behandlung. Wien, 
1885. 

10 Nacke. Neurolog. Centralblatt, 1893, xilii., p. 2. 

11 Korner. Archiv f. Klin. Medicin, Bd. xxxiii - Quoted by 
Singer. 


PHILADELPHIA NEUROLOGICAL SOCIETY. 75 


The disease is far more common in males than in fe- 
males; asa rule it causes no serious disturbance unless 
the patient habitually rejects the regurgitated food. 
With but few exceptions it seems to have resisted every 
form of treatment. The phenomenon is not generally 
under the control of the will. 

Something ought to be said concerning the condition 
of the gastric juice ;—here again we meet with the same 
variability as in the morbid lesions, perhaps in the ma- 
jority there is subacidity, in some even auachlorohydria, 
as in the two cases here reported, although a sufficient 
number of analyses was not made in them to predicate 
positively the absence of hydrochloricacid. In afewin 
stances, as in the caseof Alt,” hyperacidity was noted. It 
was shown by Linossier and Lemoine,” that the acidity 
varies in the same case on different examinations. 

The symptomatology is pretty constant. ‘The writer 
cannot better describe it than by detailing the histories 
of two cases that he has recently observed. 

Case I. Mr. Wm.5S." was sent for a physical examina- 
mon oy wir. Stem, of Berlin, N. j... He is 44 years of age, 
married, an Englishman by birth, an engineer by occu- 
pation. 

Family history.—Father died of asthma, mother of 
consumption. ‘There is no neurosis in the family, no 
one suffers, as far as he knows, from stomach troubles. 

Previous history.—At the age of eighteen he had 
white swelling of the left knee; suppuration ensued and 
continued for many years; after a period of arrest, the 
sinus opened again and continues to discharge up to the 
present time. 

He came to this country at the age of sixteen years, 
has always worked faithfully at his trade, was healthy, 
Hor intemperate in the use of liquor or tobacco, nor 
guilty of sexual excesses. He has been married twice, 
and is the father of twelve children, of whom eight are 
living and well. During the last three years he has had 
a number of pulmonary hemorrhages; has had cough 
and has lost flesh; night sweats have not occurred. He 
has always been a large eater, very fond of meat, but 
does not think that he eats inordinately fast, and states 
that he chews his food fairly well. 


12 Alt. Berliner Klin. Roch. 1888, pp. 519, 544. 
13 Lemoine et Linossier. Compt. rend. Soc. de la Biol. 1893, 98., v. 


P- 339. : 
14 This patient was shown before the Neurological Society. 
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Status presens.—The patient is below average height, 
pale, and somewhat emaciated, and weighs 115 pounds. 
There is partial consolidation of the right lung; expir- 
ation is prolonged and bronchial, particularly toward the 
manubrium sterni. Fine subcrepitant rales are audible 
over the infiltrated area. ‘The heart sounds are normal 
except for accentuation of both second sounds at the 
base. The liver dullness extends in the mid-clavicular 
line, from the sixth rib to the costal margin; the spleen 
is not enlarged. 

There is no epigastric tenderness or prominence, 

The stomach is apparently not dilated; outlined by 
means of auscultatory percussion, the long diameter is. 
found to be 16$ cm., the depth 8} cm. Of the deglutition 
murmurs, only the first one, that synchronous with swal- 
lowing 1s audible. 

There is lateral spinal curvature; the back is dotted 
over with small areas of atrophy of the natural pigment. 

Tubercle bacilli are present in the sputum. Ex: 
amination of the blood gave 4,975,000 red corpuscles, 
12,500 white corpuscles, and 82% hemoglobin. ‘The fact 
that the count was made about an hour and a half after 
a large meal may explain the slight leukocytosis. 

The urine is normal. 

The habit of ruminating,’*the existence of which was. 
discovered on investigating the patient’s history, first. 
manifested itself about twenty years ago; he cannot re- 
call the circumstances connected with its onset, but is: 
positive that at the time he was in perfect health, regu- 
lar in his habits, not dyspeptic, nor had he seen anyon 
subject to the same affection. 

From that day until the present writing he has,. 
with occasional intervals of short duration, presented 
the following condition: About half an hour after meals 
the food begins to return to the mouth without the 
slightest effort and without the faintest intimation of 
nausea, and possessing its natural taste. He has no dif- 
fulty in distinguishing the kinds of food—if he had eaten 
of a large number of articles, he could readily differen- 
tiate among them. The quantity regurgitated is small 
and fills the mouth comfortably. If he is outin the open, 
he generally rejects the food; but if indoors, or in the 
cars, or busily engaged, he swallows itagain. Regurgi-. 
tation is most apt to occur after the noon-day meal. 

Asa rule the material is finely enough divided not to 
require a second chewing, but at times it contains. 
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pieces of meat of considerable size, these he picks out 
and remasticates before swallowing. 

The whole process repeats itself at intervals of from 
five to ten minutes, for about one and a half to two 
hours; when he is sitting quietly the intervals are some- 
what longer. At the end of rumination the food tastes 
just as pleasant as at the beginning. 

At times, however, the stomach contents become 
sour; when such a condition exists, the regurgitation 
continues for about three hours, the material constantly 
growing more acid until it tastes like vinegar and nearly 
‘cuts his throat’ as he expresses it. 

He can neither suppress nor inaugurate the process 
of regurgitation directly, but by assuming the recum- 
bent position he can check it unless he has eaten certain 
articles, like rice-pudding or smoked meats. 

The order in which the food returns depends less 
upon the order in which it is ingested than upon its 
nature. Rice-pudding, he thinks, whether eaten first or 
last. would always come up first. The particular articles 
which are most liable to be regurgitated are, rice-pud- 
ding, smoked sausage, smoked fish, especially mackerel ; 
eggs, ham, pie, and other sweetmeats; at times bread 
and butter. 

Among liquids, he nameg porter and beer. Beer, he 
states, comes back as frothy and refreshing as when he 
drank it ; indeed, he thinks, he enjoys it more the second 
time ; whisky does not return ; coffee does ; tea does not; 
milk is regurgitated uncurdled for half an hour after 
ingestion, » 

Rumination is always preceded by a feeling of ful- 
ness in the epigastrium; but there is no _ belching, 
although eructations are common between meals, after 
regurgitation has ceased. To the patient it seems as if 
the food was forced up by gas collecting beneath it 
and propelling it upward. He is conscious of its en- 
tire passage from the stomach along the gullet to the 
mouth. 

Ordinarily, the ingesta return perfectly sweet con- 
tinuously for days and weeks; he is then entirely com- 
fortable. But at intervals, for unaccountable reasons, 
the food becomes acid, and after a few days severe, 
cramp like pains develop on each sideof the epigastrium. 
As soon as the bowels are freely moved, the pains cease 
and the acidity of the food disappears. 

Occasionally, when the acidity reaches an extreme 
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degree, the bowels will become loose.spontaneously, the 
acid material apparently acting as a cathartic. 

He has never vomited. When he was asked to what 
he could compare his symptom, he said it resembled 
more the chewing of the cud by the cow than anything 
else. 3 ; 

The regurgitated material is small in amount, semi- 
liquid, and of a mush like consistence. The writer had 
the opportunity of examining it twice, on different days. 

It was acid in reaction, and of a sour but not offensive 
odor. Uffelmann’s test indicated a trace of lactic acid; 
the presence of HCl could not be demonstrated either 
with Congo-red paper or Gtinzburg’s test. One of the 
specimens had separated into three distinct layers—the 
upper and lower consisting of flocculi of food material, 
the middle of a turbid fluid holding small particles in 
suspension. The first sample contained two pieces of 
meat, 14x1 and $x} inches respectively. 

On one occasion, the gastric contents were removed 
with the stomach tube, two and one half hours after an 
unrestricted meal. About 100 c.c. of a sour-smelling 
liquid containing solid particles were obtained. 

The reaction was acid to litmus. HCl was absent, 
lactic acid was present in,considerable amount. The 
total acidity, which was, of course, not due to HCl, cor- 
responded to 3.4 c.c. of a deci-normal sodium hydrate 
solution. Neither starch nor erythrodextrin were pres- 
ent; but with Fehling’s test a large quantity of sugar 
was found; a trace of albumin was also present; the 
presence of propeptone could not be positively deter- 
mined; there may have been a trace; the biuret test 
was readily obtained, even after the filtered fluid had 
been boiled, indicating the presence of peptones. . 

On boiling the fluid exhaled a most delightful aro- 
matic odor, difficult to describe. 

Dr. Stem has treated the patient in various ways; 
latterly under the use of a carminative mixture contain- 
ing Oleum caryophylli, Sp. chloroformi, Tr. capsici, Tr. 
nucis vomicae,and Tr. cardamomi comp., the rumination 
has ceased. During the last three weeks he has regur- 
gitated the food but once. Yet, strange to say, he feels 
far more distress in his stomach now than when the 
rumination was active. ; 

CASE II.—R. B., ef. about 60; married; Pennsyl- 
vanian by birth; contracting carpenter. 

Family history is negative except for the fact that a 
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niece had for a number of years the same trouble from 
which he suffers. No history of neuroses. Previous. 
history.—The patient had typhoid fever and articular 
rheumatism in his youth. 

He was always a large and rapid eater, his favorite 
dish being to the present day salt pork. In the fall of 
1893 he had influenza from which he recovered rather 
slowly. He now has tuberculosis of the right lung; the 
sputum contains tubercle bacilli; the stomach is not 
dilated ; the outline obtained on auscultatory percus- 
Siok measures I9 cm. transversely, and 10. cm, in 
depth. Three deglutition murmurs are audible: the 
first immediately on swallowing; the second in seven, 
and the third in twenty seconds. 

From his early boyhood, perhaps from the age of 
twelve, until he was twenty-two years old, he was 
addicted to rumination. He has no idea whatever of the 
cause of the habit; he was, as has been stated, a large 
meat eater, and was inclined to bolt the food. 

Being in the habit of discarding the regurgitated 
food, he became greatly reduced in-strength, and was. 
treated for along time by an able country practitioner 
for dyspepsia, but without effect. Finally, a few doses 
of a medicine given to him by an herb doctor cured the 
complaint. He gave the same remedy to his niece with 
a like result. | 

Two years ago the condition returned and has per- 
sisted until the present day. Rumination begins about 
five minutes after the ingestion of food and continues for 
meatly three hours, .Generally there are, he thinks, 
about six distinct acts of regurgitation. There is neither 
nausea nor vomiting, and the food tastes as sweetly as. 
in the beginning. Asarule he ejects the bolus, but at 
times swallows it; large pieces are chewed a second 
time. He has no control over the process, nor can he 
at will institute it; he has more distress in the stomach 
when he ruminates than when he does not. 

During active out door exercise, the habit is gener- 
ally in abeyance; inactivity or the dorsal decubitus 
intensifies it. In this particular he differs from Case I.,. 
in whom the phenomenon is most energetic during exer- 
cise and least so during repose. The regurgitation is . 
preceded, as in Case I., by a feeling of wind in the 
stomach. 

Among the articles of diet, ice-cream, bread, pie, 
apples, rice-pudding, milk, and especially fat meat are 
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most prone to return. He told the writer that if he ate 
twenty different dishes, he could distinguish them all 
in the ruminated matter. 
Two small specimens of the food were obtained for 
examination, one regurgitated one half hour, the other 
two hours after dinner. Both were sour and semi-solid, 
the second being somewhat more liquid than the first. 

The reaction was acid, HCl was absent, lactic acid 
was present only in traces, if at all. 

On account of the tuberculosis the patient was placed 
on creasote, with the result that both the pulmonary 
symptoms and .the gastric condition improved, but a 
complete cure of the rumination has not been achieved. 

These two cases, the histories of which have been 
given, correspond in many particulars, but very strik- 
ingly in the fact that the stomach condition is not asso- 
ciated with a general neurasthenic state, as was the rule 
in a large number of cases reported in literature. . 

There may be a relaxation of the cardia, but the 
writer believes this to be a favoring or predisposing, not 
an etiologic factor. The coexistence of phthisis with 
the merycismus is merely an accident. 

We have in both patients a history of a most too 
liberal indulgence in meat diet, linked, clearly in Case 
II. and probably in Case I., with imperfect mastica- 
tion. The gastric juice in both: is deficient tm #ia 
The first is a common failing, yet rumination is rare; 
the second may rank among the causal factors of the 
merycimsus, but auachlorohydria is not constant; in some 
cases there has been hyperacidity, it is possible,however, 
that different conditions of the digestive juices may lead 
to the same phenomenon, and the writer is inclined to 
attach considerable importance to the subacidity and 
consequent fermentation, particularly since both patients 
ascribe the inauguration of each act of rumination toa 
distention of the stomach with gas. 

The theory of atavism which explains a number of 
obscure functional and structural anomalies can scarcely 
be applied to the condition under consideration, as the 
connection between man and the ruminating herbivora, 
if there be any, is too remote. 

In addition to the two cases which have come under 
the writer’s personal observation, he has heard of two 
others that presented the symptom at one time but are 


now free from it. If these two cases be taken into ac. — 


count, we have four instances of rumination, a compara- 
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tively large number, which justifies the belief that the 
condition is more common than the references to it in 
text-books would seem to indicate. The patient is apt 
to consider his affection a peculiar form of vomiting,and 
not until he is carefully questioned, will its true nature 
be revealed. 

The treatment of merycismus is exceedingly unsat- 
isfactory, very few instances of cure being recorded. 
The carminatives, electricity, nerve sedatives, and other 
agents have been employed, but as a rule with but tem. 
porary results. In those cases in which the gastric juice 
is greatly altered, a correction of the defect may bring 
about acure. Thus in Alt’s case,in which hyperacidity 
existed, treatment directed against that state, perma- 
nently stopped the rumination. 

In view of the usual underlying condition, neura- 
sthenia, something might be hoped for from an improve- 
ment in the patient’s general state. 


DISCUSSION, 


Dr. WHARTON SINKLER.—There is no question that 
Ttumination is much more common than is generally 
believed, and if we look into the matter more we shall 
find a greater number of instances of the disorder. I 
have met with a few cases, but none so typical as those 
detailed by Dr. Riesman. The cases which I have seen 
have been those of regurgitation of food without effort 
after meals. All the cases which came under my notice 
have occurred in thoroughly neuresthenic women or 
men, and I cannot help coming to the conclusion that 
the affection is a neurosis and connected with a condition 
of profound neuresthenia. I have no doubt that the 
influence of the will largely affect the act of rumination. 
One young lady who was under my care had been in the 
habit for years, whenever she felt inclined, of emptying 
the stomach, but she never had any inclination to rumi- 
nate in the manner of cattle. 

Trephining has been suggested and even practiced 
for the relief of this condition. 

The PRESIDENT.—When on duty at the Institute for 
Feeble-minded Children at Elwyn, I learned there of a 
number of cases that had the habit of merycism. -In the 
case of one of the children the habit was peculiarly dis- 
gusting. He not only regurgitated his food, but dis- 
gorged, and then took it in his hand and replaced it in 
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his mouth and re-chewed it. That, think, is not usual : 
in cases of merycism. Cases seen in idiots I think are 
rather of this character. 

I have no doubt whatever that these cases are allied 
to the neurotic or neuresthenic temperament. Dr. 
Sachs, in discussing this matter, has referred to a 
German physician, a personal friend, who had reported 
his own case. He overcame it by a persistent effort of 
the will. : 

If trephining ever cured a case of merycism it was 
merely by mental impression, or suggestion; but I do 
not think that it is necessary to cut a hole in a man’s 
skull in order to put a suggestion into his mind. 


Dr. CHARLES K. MILLS presented a note on 


A CASE OF UNIFORM ARREST OF DEVELOP 
MENT OF ONE LOWER EXTREMITY WITH. 
OUT ANY ACCOMPANYING ABNORMAL 
CONDITIONS. 


I have seen several of these cases, and they some- 
times in infancy are supposed to be infantile cerebral, or 
spinal palsy. They need to be differentiated from such 
cases. This patient isa little girl. The left leg is uni- 
formly smaller than the right, yet periectt in every other 
wa 

te is a matter of some interest as to the method in 
which these cases originate. In accordance with Hugh- 
lings Jackson’s idea that large ganglion cells are related 
to large muscles and small.cells to small muscles, it 
would seem that in such cases the cortical and cornual 
cells having started to develop at a certain pace, as 
regards size,—a pace different for the two sides of the 
neuraxis—have continued to-develop relatively at the 
same rate at which they began. The consequence is, 
limbs which are normal on both sides but of different 
bulk. 
DISCUSSION. 


Dr. J. MApISon TAayLor.—This.leads me to to refer 
to the case of a boy with depressed fracture of the skull 
exhibited by me in January, in whom an operation over 
the motor centres of the right side was followed by sym- 
metrical failure to develop size in the left hand and arm ~ 
but perfect power was retained. 


Adjourned. 


Stated Meeting, April 22, 1895. 


Dr. JAMES HENDRIE LLOYD, President, in the chair. 


PROGRESSIVE MUSCULAR ATROPHY, MOST 
MARKED IN THE RHOMBOID AND SHOUL- 
DER MUSCLES, BUT ALSO, INVOLVING a 
MUSCLES OF THE TONGUE AND FACE, AND 
THE EXTERNAL OCULAR MUSCLES. 


By J. TORRANCE RUGH, M.D., anp CHARLES K. MILLS, M.D 


HIS patient, a married woman, 35 years old, was 
born in Ireland. Her father died after having 


been confined to his bed five years with paralysis, 

the exact nature of which is unknown; her moth- 
er is living and well. She has three sisters and one bro- 
ther living and in good health. She was married when 
17 years of age and has three children living. One mis- 
carriage occurred during an attack of typhus fever one 
year after her marriage. She bore three children in the 
next three years. Soon afterwards her husband died, 
and she was obliged to work for her living. She was 
employed in a laundry and did very heavy work. At 
this time, about thirteen years ago, the disease from 
which she is now suffering began. 

She was first seized with a severe pain under the 
right scapula, which lasted several weeks and was pro- 
nounced “rheumatic” by her physician. She soon no-. 
ticed that the scapula was becoming prominent, and for 
the purpose of correcting the deformity had a corset made 
extending very high in the back and having firm straps 
running over the shoulders and fastening infront. ‘This 
supported the scapula and relieved the pain, but the 
deformity has gradually increased. For several years 
she has been unable to dress her hair with her right 
hand unless she rests the elbow upon some high object. 
She has had no other attacks of pain about the shoulder 
until a few days before she was first seen, April 6, 1895, 
yet felt that she was gradually ee power in the 
shoulder muscles. 
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She sleeps well but can only lie flat on her back as 
any other position causes pain. Her menstruation is 
regular, but she has dysmenorrhea during the first twen- 
ty-four hours of the flow. For the past sixteen years 
she has frequently had a frontal headache which is ag- 
gravated by wet weather. Her appetite is capricious 
and bowels are irregular. | 

At first, attention was attracted only to the condition 
of her shoulders and back. She was unable to elevate 
the right arm above the horizontal line and elevation of 
the left was performed with difficulty. She cannot raise 
the shoulders or move the arm freely forward and back- 


-~ 


Progressive Muscular Degeneration; Appearance of the Atrophied 
Muscles of the Back and Shoulders. 


ward when these are extended horizontally, nor can she 
throw the shoulders backward. The peculiar deformi- 
ties produced when the arms are allowed to hang or 
when they are held up as far as possible and flexed at 
the elbows are shown in the photographs. Close exam- 
ination shows advanced atrophy of the rhomboid, the 
supra spinatus and infra spinatus, and deltoid muscles 
on the right side, and the same but to a less degree on 
the Aeft. 

The muscles of the left half of the face are also dis- 
tinctly atrophied, the mouth and nose being drawn 
somewhat to the right. The general bulk of the ton- 
gue is diminished; and its right half is relatively much 
more atrophied than the left. Voluntary movements of 
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the tongue are irregular and fibrillary tremors are 
present. ; ; 

Involvement of the occular muscles is evidently be 
ginning to take place. In looking both outward and 
inward the excursion of the left eye is incomplete; 
and in looking upward it has a tendency to wander out- 
ward. Some restriction of movement inward is also ob- 
servable in the right eye. It is probable that the im- 
pairment is of conjugate ocular movement to the left. 
Pupils respond to light and accomodation. 

Touch, pain and thermal senses are preserved. 
Parts of the body other than those above alluded to, do 
not seem to be involved in the atrophy. 

The case probably belongs to the family of progres- 
sive muscular degenerations. It is unusual in having 
begun in the rhomboid and scapula muscles, and in re- 
maining most marked in them, and for the long period 
of time elapsing between the two attacks of pain due to 
the atrophic condition. 


Remarks by Dr. MILLs.—The case is of interest from 
several points of view. In the first place, it shows the 
same history that many of these cases do,—a history of 
which I do not understand the meaning, namely, that 
they not infrequently begin with attacks of pain in the 
region of the muscles which are affected. Then there 
will be at intervals similar attacks of pain with some- 
what rapid increase of the muscular degeneration. 
Occasionally, cases similar to these are due to gliosis. 
In the present instance we could find no sensory 
changes. I believe that this case will steadily progress 
as have others that I have seen. 


Dr. JouN K. MITCHELL read a paper on 
HUNTINGTON’S CHOREA. 


Freeman Tucker, white, age 28 years, reported to 
Dr. Mitchell’s clinic at the Infirmary for Nervous Dis- 
eases, March 29, 1895. 

He gives the following history: 

family History.—His father suffered from rheuma- 
tism, and his mother died of results of Huntington’s 
chorea, having been affected for over twenty years. 
There is no other history of neuroses or psychoses in 
tae family: >: ~ 

Previous History.—Patient has always been healthy. 
In childhood he had only whooping cough and measles, 
and these in mild forms, He denies venereal infection. 
He states that five years ago he had a general muscular 
aching through the body. No fever accompanied the 
condition. Patient has not been able to work for two 
years on account of chorea. 

The present trouble dates back eight years. No cause 
is assigned, excepting heredity. 

Mis tivht arm: began. to move. first in a choreic 
manner. The head gradually became affected, then the - 
neck, and finally his speech became “thick” and the 
tongue uncontrollable. He was never paralyzed, but is 
often weak in the legs, and easily fatigued. 

The trouble has had no decided exacerbations, but 
has gradually progressed to violent choreic movements, 
quite general, but worse from the pelvis up. These only 
cease during sleep, which is usually undisturbed. 

His digestion is good and appetite fair. Heart sounds 
normal; pulse eighty when lying abed. The lungs pre- 
sent no physical signs or symptoms of disease. 


Dr. Thomson reports: ‘ Pupils react normally; disc 
and fundus normal; muscle balance is normal; low 
hypermetropia.” 


Reflexes—Knee-jerks large and easily reinforcible ; 
no clonus. Dynamometer, R. 75; L. 8o. 

Slight ‘crossed knee-jerk” exists. (Taylor & Hins- 
dale.) Cremasteric +, plantar, epigastric, abdominal 
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and gluteal reflexes all give quick response. Muscles: 
jerks all over the body are increased, especially those or. 
trunk and upper extremities. | 

Sensation is everywhere acute; tongue clean and. 
protruded slightly to the right side. On opening mouth 
widely it assumes an oval shape, due to spasmodic con- 
traction of left levator-alae nasi muscle. Volition quiets. 
movements a few seconds. Rest alone (except sleep): 
does not quiet much, and he tosses about violently with 
his arms in bed. He is not melancholic (nor was his 
mother), quite different from most reported cases. 

Blood count April 5th, showed hemoglobin 95%}. 
red blood corpuscles 5,200,000; whites normal. The 
movements to-day are of head, face, lips, tongue, arms,. 
hands, muscles of back and abdomen. Great difficulty 
of speech and of writing. Patient has a peculiar “ grunt- 
ing.” Gait waddling and irregularly choreic. 


DISCUSSION. 


Dr. WHARTON SINKLER.—This is evidently a typical 
case of hereditary chorea, but in this instance, the facial 
muscles are much more affected than is usually the case. 
The gait also is not characteristic of Huntingdon’s. 
chorea. In this affection the patient will walk two or 
three steps quite naturally; then there is a choreaic 
movement which arrests the walk for an instant; anoth- 
er step forward is then made and he hops up to it like a 
dancing step and then again goes on naturally. 

This form of chorea was not recognized by the pro- 
fession at large until Huntingdon described it in 1872, 
although it had originally been pointed out by Waters 
in 1842. In the first forty years only eight or ten cases 
were recorded, but in the last ten years a large number 
of cases have been reported. There are now in the 
Philadelphia Hospital five or six typical cases of chronic 
adult chorea, most of which are of the hereditary type. 

The PRESIDENT.—I would ask Dr. Sinkler what con- 
nection he thinks that there may be between this class 
of cases and those which occur in pregnancy. The latter 
cases sometimes run a chronic course and present exact- 
ly this appearance. They have no hereditary history. 
They begin as an acute essential chorea and sometimes 
pass into this chronic form, persisting after confinement. 
I remember one case which ran into insanity. Another 
case has been choreic for five years. I would also ask 
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_ Dr. Sinkler if he has observed mental derangement as a 
common sequela of Huntingdon’s chorea. 

Dr. WHARTON SINKLER.—I do not think that we can 
distinguish clinically between cases of chronic chorea of 
pregnancy and hereditary chorea. The symptoms are 
almost identical. I believe that pathologically we shall 
find the same changes, evidently some cortical changes. 
These forms of chorea are due to organic change, differ- 
ing in that respect from Sydenham’s chorea, and the 
cortex is undoubtedly the seat of disease as has been 
shown by several post-mortem examinations. . 

Speaking of the chronic chorea of pregnancy I recall 
an interesting case in a young woman in whom the dis- 
ease continued for several years. She became pregnant 
and the movements were greatly exaggerated, but after 
delivery the movements ceased and she has been well 

ever since. : | 
_In answer to Dr. Lloyd’s question, I would say that 
nearly all cases of Huntington’s chorea terminate in de- 
mentia. 


Dr. ELIZABETH G. BUNDY exhibited 


A BRAIN, SHOWING AN OLD CYST, INVOLVING 
CHIEFLY THE THIRD FRONTAL AND THE 
LeweR EXTREMITY OF THE CENTRAL 
CONVOLUTIONS. 


Dr. WHARTON SINKLER read a paper on 
NERVE SUTURE. 


He presented a patient in whom an operation for 
suture of the musculo spiral nerve was successfully per- 
formed three months after complete section of the nerve. 
The patient was a man, twenty-six years of age, 
married, intemperate as to the use of stimulants. In 
the early part of February, 1894, he was stabbed with a 
small blade of a penknife just above the left elbow. The 
musculo-spinal nerve was severed, and immediately fol- 
lowing the injury there was complete loss of motion in 
the extensors of the wrist and fingers. There was a sen- 
sation of formication in the thumb and forefinger for a 
day or two after the injury, but this soon subsided, and 
no loss of sensation was noted. ‘The patient was first 
seen by Dr. Sinkler about ten weeks after the division 
of the nerve. At that time there was complete wrist- 
drop of the left hand, and inability to extend any of the 
fingers. The hand was much swollen, and on the dorsum 
of the hand was the hump which is characteristic of 
extensor paralysis. ‘The distal phalanges of ‘the fingers 
could be extended by the interossei muscles. There was 
no loss of power in the flexors, but owing to paralysis of 
the antagonist muscles there was inability to flex the 
fingers with any strength, so that the patient could not 
move the dynamometer one degree. ‘There was no loss 
of tactile sensation, with the exception of a small area 
on the posterior and inner aspect of the thumb extend- 
ing from the carpo-metacarpal articulation of the last 
phalangeal joint. In this region sensation was impaired, 
but not entirely lost. The muscles of the forearm and the 
first interosseous were wasted, and gave no response to 
the strongest faradic current that could be borne; to the 
galvanic current the reaction of degeneration was pres- 
ent. T’he hand muscles responded normally to the 
electricity. : 

On May 15th, three months after the injury, Dr. W. - 
W. Keen cut down upon the musculo-spiral nerve and 
united the severed ends. The nerve was found to be 


PRILADELFHIA NEUROLOGICAL SOCIETY. Qi 


markedly bulbous at the point at which it had been 
severed, the bulb apparently consisting of connective 
tissue. ‘The bulbous portion was excised, and the two 
extremities stretched by the thumb and finger, and 
elongated sufficiently to bring them into opposition. 
The two ends were then sutured with two fine silk 
threads. | 
The excised portion of the nerve was examined by 
Dr. D. Braden Kyle, who reported that he found the 
severed portion of the nerve about three-fourths of an 
inch in its greatest diameter and one-half of an inch in 
its smallest diameter, the greatest diameter being in line 
with the trunk of the nerve. Microscopically the bulbous 
portion of the tissue appeared more fibrous than the por- 
tion of the trunk attached. On section microscopically 
it presented the same appearance. Under the micro- - 
scope, above and below the bulbous portion, the tissue 
presented much the normal appearance, except its reac- 
tion to stain, the cells seeming to be swollen or under- 
going some infiltrating process, the nerve-sheath being 
thickened. Inthe bulbous portion partial longitudinal 
section of nerve filaments could be demonstrated, but 
the main part of the bulbous portion was composed of 
fibrous connective tissue. Distinct nerve fibres were 
present in the bulbous portion, but these fibres were 
widely disseminated, and were not arranged in bundles. 
On May 28th, two weeks after the operation, an 
examination of the patient was made. There was no 
change in the paralyzed muscles, and the electrical reac- 
tions were the same as they had been in-the previous 
examination, which was made on April 15th. The use 
of galvanism was begun, and steadily persisted in, with 
the addition of massage later. There was no evidence 
of return of power until the latter part of October, five 
months after the operation. At this time the patient 
began to have slight power to extend the wrist. There 
was gradual restoration of power, and on December 26th, 
that is, seven months after the operation, the patient 
was able to extend the wrist fully and strongly. ‘There 
was full power of extension of all of the fingers. With 
the dynamometer the grip of the right hand was 140, 
- with the left 65. At this time the extensor muscles of 
the left forearm still failed to respond to the faradic cur- 
rent,and with the galvanic current the anodal closing 
contraction was about equal to the kathodal closing con- 
traction. A strong current was necessary, however, to 
cause the muscular contractions. 
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On April 9, 1895, an examination shows an increase | 
in the muscular power, and an interesting change in the 
electrical reactions. The muscles still fail to respond to — 
the faradic current, but there is also loss of reaction to- 
the galvanic current with the strongest current avail- 
able. A very strong galvanic current causes slight 
tetanic contractions of the extensor carpi radialis. 

Dr. Sinkler remarked that the case was interesting 
for a number of reasons. First, because it showed the 
advantage of nerve suture after an interval of three 
months, and the importance of thorough and long-con- 
tinued electrical treatment to the nerve and paralyzed 
muscles, even when but little encouragement had been 
obtained after several months treatment. The electrical 
reactions are alsoimportant. When .the patient was first » 
seen, the reaction of degeneration and complete absence 
of response to the faradic current showed that there was 
entire division of the nerve, and the fact that restoration 
of voluntary power before the return of the normal elec- 
trical reactions is interesting, because it bears out the . 
experience of those observers who have given detailed 
accounts of cases after nerve suture. A point of especial 
interest is the effort which had been made in regenera- 
tion of the nerve. The fact of nerve filaments being” 
present in the excised bulbous portion showed that the 
process of regeneration had begun, and it seems prob- 
able that in time that this process would have become 
more fully developed, and possibly have restored the 
function of the nerve. : 


DISCUSSION. 


Dr. JOHN K. MITCHELL.—In the last two years I have 
seen fifty-five cases of section of nerves, some sutured and — 
some not, and I have examined the notes of over two 
hundred and fifty cases of sectioned nerves with more or 
less complete recovery. I deny the possibility of prim- 
ary union. I believe the cases that have been reported 
as instances of primary union have been cases where” 
sensation alone has been studied and not motion. The- 
return of sensation as depended upon anastomsis and | 
not upon reunion of the out-nerve. 

The most interesting practical point is the recogni: 
tion of the great success of secondary suture in this case. 
I believe that secondary suture, even at a much later» 
period should be tried and that it would many times be. 
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successful. I think, too, that in favorable cases motion 
will be found to return as soon after secondary suture 
as after primary suture. The degeneration which fol- 
lows every section necessarily occupies many weeks, 
and these weeks might as well pass without the nerve 
being united. 

Dr. WHARTON SINKLER.—The time which intervened 
in this case between the injury and the suturing was 
only three months, which is only a moderate length of 
time. Cases have been reported where longer intervals 
have elapsed.. In one case the sciatic nerve was united 
~nine months after its division by a scythe and there was 
complete restoration of function. 


Adjourned. 


Statea Meeting, October 28. 1895. 


President, Dr. JAMES HENDRIE LLOYD, in the chair. 


‘Dr. WHARTON SINKLER reported two cases of 


CEREBELLAR TUMOR. 


Dr. CHARLES K. MILLS and Dr. SVLVAN- Mvees 
reported a case of 


INJURY TO THE SKULL IN THE OCCIPIFAD 
REGION, WITH LEFT LATERAL HEMIAN- 
OPSIA AND MARKED CONTRACTION OF 
BOTH VISUAL FIELDS. 


The patient was seen by Dr. Mills in consultation 
with Dr. Myers. .The following summary of the case 
is chiefly from the records of the Cooper Hospital. , 

E. W., aged 16 years, was admitted to the Cooper 
Hospital, August 19, 1895; while stealing a ride (it is 
claimed) on the West Jersey fast freight train, a brake- 
man kicked him, and he fell striking his head against 
the rail. He was brought into the hospital about 1 P.M.;. 
temperature g6° F.; unconscious, badly shocked ; pupils 
dilated ; no hemorrhage from the ears, no paralysis. A 
large compound depressed fracture of the parietal bone 
was discovered. 

Trephining under chloroform was performed. The 
incision revealed a fracture above the external occipital 
protuberance, and extending over the mastoid process, 
separating for the last two inches the lambdoid suture 
of the right side, and two inches of the left lambdoid 
suture. Brain substance escaped through a rupture of © 
the dura. Large clots were removed from a cavity in 
the brain substance. ‘The cavity was about the size 
of a walnut. With a rongeur forceps the trephine open- 
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ing was enlarged, and the edges of the lambdoid suture 
trimmed, as it was impossible to replace the dove-tail- 
ing. The dura was sewed with catgut and gauze drain 
placed in position. The incision was closed with silk 
worm gut and catgut drain.~: 

Aucust 20 (the next day).—Patient quiet, lying upon 
his side, pupils dilated. Asks for milk ; entirely rational. 
Was given enema of whisky and beef tea ozs. By, every 
two hours. 

August 21.—Somewhat brighter, knows where he is. 
‘Temperature normal. Removed catgut drain. Handles 
his feeding cup and can see. 

August 26.—He dropped his feeding cup on the 
floor, and told the nurse he could not see the stand at 
his bedside. Unable to see fingers; does not wink 
when objects are brought close to his eyes. 

August 30.—Some improvement; only central vision 
present ; that is, he can only see an object when directly 
in front of the pupils. 

September 5.—Condition same. Examination of eye- 
ground normal; vision 4% for both eyes. 

Dr. B. A. RANDALL made the following report on the 
examination of his ereS 

Right ;* ; left # ; eyes wander out under cover ; 
no muscular paca ea. fixes with right eye, left 
usually diverging. Field for form and color central 
only. Neither eye-ground shows.a trace of present or 
past neuritis, and both macular regions, like the rest of 
the fundus, are devoid of visble lesions. The media are 
all clear. Pupils fairly prompt. 


DISCUSSION. . 


Dr. CHARLES K. MILLs.—The case is one of special . 
interest, because the boy has but little more than central 
vision in both eyes, and’ has no nerve changes and no 
evidence of any conditions at the base. It seems to 
be a case due to lesions of both occipital lobes as the 
result of the injury. It is somewhat like the case of 
double hemianopsia which Dr. Dunn reported to the Col- 
lege of Physicians, in which the patient first had an at- 
tack of hemiplegia on one side and then on the other, 
and was left with central vision only. This boy is able 
to orient himself. He knows his position in a room 
and knows the direction of the door and other objects. 
In the few double hemianopsia cases which have been 
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reported the patients sometimes have lost the ability to 
orient themselves. 

Dr. WILLIAM ZENTMAYER, .at the request of the 
Society, tested the fields of vision, and reported as fol- 
lows: I find that the boy has left homonymous hemian- 


opsia. There is contraction of the remaining half new o 


in both eyes, but greater in the left. , 

Dr. J. L. NicHoLson.—The injury was decidedly on 
the right side. In closing the laceration in the dura 
mater, it was necessary to remove considerable bone to 
pass the needles. After the blood clots were removed, 
the cavity was about the size of a walnut. I might say 
in regard to the fields of vision that when Dr. Powell 
first took them, which was as soon as the eyescould be 
examined, there was concentric contraction. There was 
no lateral hemianopsia when the eyes were tested in a 
good light, and the examination was not continued until 
the eyes were tired. 

_ Dr. NICHOLSON presented the following charts, as the 
result of the examination of the eyes made later by Dr. 
Powell. The pupils did not show Wernicke’s inaction. 
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Dr. CHARLES W. BURR and Dr. WM. ZENTMAYER 
/ gave an 


EXHIBITION OF BRAIN WITH TUMOR IN THE 
EXTREME ANTERIOR ets 5 WOE TELE RIGHT 
TEMPERAL LOBE. 


A. L., female, 32 years old, unmarried. The patient 
was ill for about one year. She complained that she was 
very nervous and depressed, and in great fear of some 
impending evil. Some months before death she had an 
attack of sudden nnconsciousness without convulsion, 
lasting about an hour. Since then she had many at- 
tacks of momentary obscuration of consciousness, and, - 
quite frequently seizures of the following character: 
nausea with or without vomiting, vertigo, violent throb- 
bing in head and agonizing pain over the eyes and in 
the right side of the head. They lasted only a few 
minutes and sometimes recurred ten times in a day. 
At times when walking, or on starting to walk, her legs 
would suddenly stiffen for a minute or so and she would 
be unable to move. There was more or less headache, 
sometimes dull, sometimes excruciating, and varying in 
situation throughout the whole course of the illness. Pa- 
tient slept fairly well. Sheconsulted Dr. Zentmayer a few 
weeks ago. On examining her eyes he found: in both 
eyes neuro-retinitis with small hemorrhages near the 
disc in the right eye; marked choking of the discs; 
slizht contraction of the form fields; color tields about 
le beers color perception good; no scotoma; central 
vision $5; reaction of the irides normal; Wernicke’s sign 
absent; no local palsies; Diagnosis, tumor of the brain. 
A few days later when she was seen by Dr. Burr in con- 
sultation, she presented the following condition: general 
appearance good; highly emotional but perfectly clear- 
minded; gait and station good; knee jerks normal; no 
palsies of arms, legs or face; sensation to touch and 
pain in hands, ‘feet, and face normal; no trouble in 
speech, no difficulty i in swallowing ; hearing good; heart 

and lungs normal; urine, no albumin, no sugar. Two 
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days ago she suddenly became comatose, and in two. . 
hours died. The brain only was examined. All the convex 
surface was much flattened from increased intracranial - 
pressure. The ventricles were moderately dilated; the 


anterior part of the right temporal lobe was the seat of 


a non-encapsulated growth beneath the cortex, but of 
such size as to distinctly enlarge the lobe; the posterior 
two-thirds of the lobe seem to be normal; the right 
optic tract was markedly compressed by the direct press- 
ure of the tumor. 

We will report further on the case, when a complete 
pathologic study has been made. It is interesting as an 
example of disease in one of the so-called silent regions 
of the brain, and as showing the necessity of ophthal- 
moscopic examination. 


Stated Meeting, November 25, 1595. 


The President, Dr. JAMES HENDRIE LLOYD, in the 
chair. 


Bien. OF A CAGE OF LTRANSITIONAL 
| PSYCHOSIS: 


By F. SAVARY PEARCE, 


of Philadelphia. 


N Aug. 20, 1895, a slightly built man, thirty-three 
years of age, with light hair and that peculiar 
physiognomy which at once suggested the 

"rene reported to the Medical-Clinic at St. Agnes 
Hospital, with the statement that he was suffering from 
atapeworm. He gave his name John J. R., and was 
an American. ‘The following record was then made: 

Family Fistory.—Mother died of phthisis. Father 
died of dropsy. No neurotic history or any information 
of value could be obtained as to his ancestry. 

Previous Hestory.—Has always been a person of very 
sight build and did not remember of having had any 
very serious ailment. He has always been a great 
smoker. Alcoholism and syphilis are denied. The first 
note bearing on his present mental condition reads as 
follows: Some years ago, he joined a “swindling 
scheme ” and indulged in pocket picking, for which of- 
fense he served a sentence in the Eastern Penitentiary. 

In 1889 he said he began to have “ fits,” which would 
come on at night. He never bit his tongue in any of 
these fits, but he affirms unconsciousness during them, 
and there is reason to lead us to suspect that they were 
epileptiform; possibly hystero-epilepsy. These spells 
were quite frequent until 1893. Then they became even 
more frequent; about once a month. His last fit was 
only six weeksago. There is never any aura to warn 
him of an attack. Since the spells have become more 
frequent (in ’93) he says he has “become confused” in 
his head. He persists that now the confusion is more 
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due to a tapeworm, which for some time and at present 
is drawing ‘‘brain matter” from his head. This brain 
matter, he thinks, is returned again. He has linked 
with the delusion of tapeworm the idea of having “in- 
haled”’ into his stomach some steel filings or dust, 
which is doing him bodily harm. The sexual desire has 
‘been lost, which he also imagines is due to taking cod 
liver oil; but thinks the oil is doing him enough good 
otherwise to make up for this latter loss. He has been 
taking the cod liver oil to ‘oil his lungs,” and firmly 
believes that he is absorbing some deleterious material 
from his lungs thereby. 

As far as I could make out he bas no delusions of per- 
secution, but rather tends to that of grandee The ego 
1S prominent. | 

He believes that John the Baptist is about to come to 
reform the world, and that he will turn out to be the man, © 
but we could obtain no fixed ideas or paranoiacal rea- 
soningsas to why or how he was to accomplish the task. 
He had been the rounds of the hospitals, and was anx- 
ious to move on to.another one before the physical exam- 
znation Was finished. This was a man of small type, light 
hair, stoop shoulders, expression of mental instability, 
muscular development fair for his size... Head is well 
formed, ears not badly set and of good shape. Station 
is good, with eyes closed and heels placed together. 
Tongue is protruded straight. Teeth are somewhat de- 
cayed, and are not abnormal as to shape or position. 
Hard palate well formed. Knee-jerks and other reflexes 
normal. There are no areas of anaesthesia, and no 
motor paresis can be found. Thereis a marked antero 
spinal curve at the sixth dorsal vertebra, but no signs of | 
kyphosis from Pott’s disease. The chest expansion is. 
good. Heart sounds rythmic, no murmur. No evi- 
dences of abdominal disease exist. | 

It was with difficulty that the interne, Dr. Greenleaf, 
could detain the man after clinic hour long enough to 
complete the foregoing history, and the patient became 
for the first time excited when his cunningness revealed 
to him that his compos mentis was, perhaps, bine ques- 
tioned. 

We were unable to have him return again, since, at 
the terminus of the examination he was quite sure he 
understood his own case better than any doctors. | 

In seeking more information about the patient we 
consulted Dr. Ball, who did not remember the case, and 
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Dr. John Bacon, now physician to the Eastern Peniten- 
tiary, writes that John R. was a prisoner there in the 
eighties, and there is no note of his mental status. The 
man may have given an assumed name, but from his 
statements as to his surroundings there, one cannot 
doubt of his penal incarceration. 

Here, then, seems to be acase thatis a born moral 
pervert, a person witha congenitally degenerate brain, 
who in youth begins swindling and the like, is impris- 
oned for pocket-picking without any signs of remorse; — 
who finally shades off into an additional aspect of his 
loss of mental balance (i. e., epileptoid seizures) and 
now, asthe most prominent aberration in the case, he 
has verged off from a “hyped” individual to an, as yet, 
inoffensive delusional form of insanity; no delusions 
of persecution or homicidal tendencies being evident. 
This transition from impulses to swindle, steal, etc., in 
youth, to the added convulsive psychosis, and then to a 
marked delusional state of morbidity, is manifestly, 
stage only in the mental astigmatism of the unfortu- 
nate individual. The question arises as to one’s duty in 
such a case more and more as the study of mental dis- 
ease advances, and as the newspaper records of in- 
stances of sudden or premeditated violence and homi- 
cides are brought to public attention. 

How soon a man like this one may not assume the 
title role of the duality, and become the “ John the Bap. 
tist”’ he speaks of, with the radical idea of killing same 
one of state to “reform the world” it would be difficult 
to surmise. Under present laws no physician would 
probably be sustained by the courts in an effort at forci- 
ble incarceration. ; 

The complex subject as to commitment here has a 
gravity to it pro and con, which constantly increasing un- 
fortunate statics can alone bring to a right decision. 

The timely paper of Dr. Theodore Diller, read be- _ 
fore the Allegheny County Medical Society, brings the 
matter up in its true light forcibly before the people. 

Whether the incendiary work of such so-called 
cranks, together with the bad moral influence upon a 
community, and the murders occasionally committed by 
them, would balance the scales with the financial outlay 
of the government necessary to maintain an institution 
for their charge is still an-open question. 

. | 1407 Locust Street. 


1 What shall be done with the ‘‘ Homicidal Crank?’’ Philadelphia 
Polycinic, Aug. 10 and 17, 1895. 
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Le NE Ws BALE: —In considering cases of this kind, 
we must first be sure that the person is not simulating. 
Many of these cases that I have seen at the Eastern 
Penitentiary have told me how they have gone the 
rounds of the hospitals and stayed in them and been 
taken care of and fooled the doctors and everyone else 
by simulating disease. One such case, an Englishman 
who claimed to have epileptic fits and had been in every 
hospital in the city, came under my notice some time 
ago. he first day that he came to the prison, he had a 
fitin the cell. I saw-at once that it was not a true epi- 
leptic fit and told him so. That isthe only attack that 
he has had in three years. . 

The man referred to to-night, who goes around pre- 
senting these complex symptoms, may do it just in order 
to get into the hospital, and finding that the doctors are 
not taking his story as he thinks they should, he goes 
away. If he had these delusions, it is “probable that he 
would not be so anxious to go away. We must there- 
fore, in these cases be careful to set aside simulation. 

Dr. CHARLES K. MILLS.—It is important to be on 
your guard with reference to simulation in these cases, 
and it is also important not to consider the fact that 
these persons state that they have been simulating, a 
proof that they are not insane. I do not believe that 
Dr. Ball meant to say that because a man confesses to a 
series of simulations he is not insane. Every one who 
knows anything about that large class of insane, famil- 
iarly known as paranoiacs, knows that they are often 
colossal liars, that deception is a part of their make up. 
I believe that simulation is not uncommon in cases that 
come to the Eastern Penitentiary and to the insane 
asylum at Blockley, but it is important not to lay too 
much stress upon the confession of simulation. 7 

Dr. F. SAVARY PEARCE.—The aspect of this man was 
that of insanity, and was one of the important points in 
making the diagnosis. While simulation is very com- 
- mon, it seemed to me that this was a true case of insan- | 


alah 
Dr. JOSEPH LEIDY reported 
A CASE OF VIOLENT OCCIPITAL AND TRIGEM-. 
INAL NEURALGIA AS A... SYMPTOM ae 


URAMIA COMPLICATING CONT Ras i 
KIDNEY. 


NOTE ON A CASE OF CHRONIC PROGRESSIVE. 
CHOREA. | 


By J. C. WILSON, M.D., 


Attending Physician to the German Hospital, Philadelphia, etc., etc. 


N Osler’s monograph on chorea and choreiform affec- 
| tions, 1894, in the article on Huntington’s chorea, 
some account of the Neiter family is given. So far 
as was known to the author, only four members of the 
family had at that time been affected, namely, the 
mother and three children. One of the sons, Peter, then 
aged fifty-nine, was at one time a patient in the Johns 
Hopkins Hospital. This case has been fully reported.t 
In regard to another sun, Nicholas, Osler’s article 
contains the following note: ‘“ Nicholas Neiter, aged 
about forty, blacksmith, living at Edgewood, Harford 
County, Md. He was seen for me by Dr. Chas. Simon, 
who reports that he is evidently subject to the disease, 
as he displays grotesque inco-ordinate movements of the 
legs, arms and face. Mentally, too, he is inclined to be 
childish, and is very emotional. He regards himself, 
however, asin a condition of perfect health and not 
affected in any way as his brother Peter.” 

This patient was admitted to the German Hospital 
during my service, on the 25th of May, 1895. It was very 
diffleult to obtain information from the patient, who was 
deaf and whose mental condition was very much im- 
paired. Dr. R. Oppermann, who accompanied him to 
the hospital, stated that his mental condition varied 
greatly. 

His age was given as fifty. four; married ; occupation, 
blacksmith. He had not, however, been able to work 
continuously for some years, and of late had been 
unable to do any work at all. Twenty years ago, he 
received some injury to the back asthe result of a fall. 
From that time, though able to go about and work, he | 
constantly complained of pain in the lower part of the 


‘Johns Hopkins Bulletin, Vol. r. 
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back. It was impossible to get any accurate information 
in regard. to this injury, to which, however, the patient 
had constantly referred his troubles. ‘They began insid- 
iously about that time, the arms being first affected. 
The choreic movements were for a long time slight. Of 
late years thev have been progressively more marked. 
They are increased by emotion and fright. Never lost 
consciousness ; has not suffered grad from headache; 

sleeps well. 

Condition on admission.—-Patient was a large framed 
man with fairly good muscles; very little fat. Numerous 
old scars and a few recent abrasions over the arms and 
shoulders, the result of injuries received in falling. His— 
expression was blank and stupid ; he was unable to con- 
verse continuously and replied to questions indistinctly. 
Memory greatly impaired. He from time to time uttered 
coarse grunting sounds, and in eating made curious 
noises with the teeth and lips. There was a little drool- 
ing of saliva and almost continuous irregular contrac- 
tions of the facial muscles with occasional grinding of 
the teeth. The tongue was protruded with a jerk and 
quickly withdrawn. It was not tremulous. It was cov- 
ered with a whitish fur. Desire for food was good. The 
patient, however, was unable to feed himself. Liquid 
nourishment only could be administered, all attempts at 
mastication causing violent irregular movements of the 
lower jaw and face. Bowels moved daily. There was 
some loss of control of the sphincters; cardiac impulse 
felt in fifth intercostal space just within the mammillary 
line. A faint mitral systolic murmur; lungs normal; 
area of liver dullness normal ; spleen not enlarged; urine 
pale straw, clear, specific gravity 1018, acid reaction; a 
trace of albumin; no casts; no sugar. The deafness 
was marked, rendering it difficult to communicate with 
him. ‘The pupils were of medium size, reacting to light 
and on accommodation. There was no nystagmus. The 
temperature ranged from 99° F. A.M. to 100° or 101° F. 
P.M. The patient was unable to walk or sit in a chair. On 
one occasion, during his stay in the hospital, he slipped 
out of bed at night and crawled on his hands and knees 
some distance along the ward. His habitual position in 
bed was upon his back with his arms flexed across his 
breast, his thumbs flexed, adducted and partly enclosed 
by the flexed fingers. In this position while the patient 
was awake there were brief periods of rest, but during 
the greater part of the time there were irregular slow 
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movements, consisting of alternate extension and 
flexion of the fingers, hands and arms, as well as of the 
legs and feet, the movements being more marked and 
more frequent in the upper extremities. At the same 
time there were movements of extension and flexion of 
the head upon the trunk together with irregular slow 
rotary movements. Attempts at voluntary motion greatly 
increased the irregular movements. They also became 
intensified at the time of defecation or the passing of 
water. During sleep these movements ceased, with the 
exception of slight twitchings of the muscles of the 
lower part of the face. The movements were for brief 
periods under the control of the will. During the exam- 
ination he could arrest them for periods of fifteen or 
twenty seconds, the return of the movements being first 
manifest in the lower extremities. On two occasions 
violent general convulsions occurred. The knee-jerks 
were markedly exaggerated. Ankle clonus was not ob- 
tained. There was difficulty in determining other re- 
flexes. Sensation was not impaired. 

During the night of June 2, the eighth day of his stay 
in the hospital, the weather being intensely hot, his 
temperature suddenly rose to 104° F. Great prostration 
developed, with some abdominal pain. It happened that 
one of his daughters visited the hospital the next morn- 
ing and insisted upon at once removing her father to his 
home in Maryland. The danger of such a course was 
pointed out to her by the chief resident physician, Dr. 
Frese. Notwithstanding his remonstrance the patient 
was placed in the ambulance to be taken to the station. 
His death occurred in the ambulancea few minutes after 
leaving the hospital. 

Efforts to obtain a post-mortem examination of the 
body were without success. 

I have learned from Dr. Oppermann that Nicholas 
Neiter had five children. Of these the oldest, ason,aged | 
thirty-four has some irregular motor symptoms, particu- 
larly noticeable in his manner of carrying hishead,andin — 
jerking about the eyelids. This man is in other respects 
in good health. The youngest child, also a son, now 
twenty-two years old, has well marked irregular muscu- 
lar movements of the upper extremities. These move- 
ments began about a year ago. This young man is stated 
to have ‘a great deal of temper, which gives much 
trouble,” otherwise he is hearty and well and has a good 
digestion. He does not appear to be annoyed by the 
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muscular movements. The three daughters do not show 
any evidences of chorea. ‘They suffer occasionally from 
neuralgic attacks, and one of them has a dry, hacking 
cough. Itis stated that “‘some of Mr. Nicholas Neiter’s 
kin died of consumption at the ages of 22, 24 and 27. 
The number of cases of chronic progressive chorea 
reported in the literature of medicine is now consider- 
able. Several cases have been reported to this Society. 
I should have thought it unnecessary to read the fore- 
going note had it not been that the patient was a mem- 
ber of a family in which the disease is now known to 
have shown itself in the third generation. | 


DISCUSSION. 


Dr. Francis X. DERCUM.—This history of trauma 
can scarcely be a coincidence, because it occurs in so 
many cases. There is now at the Philadelphia Hospital 
a patient in whom a fall upon the head was the exciting 
cause. There was another patient in whom heat-stroke 
was the exciting cause. Both were cases or hereditary 
chorea. Ido not, of course, mean to imply that trauma 
is a primary etiological factor of a hereditary disease. 
That would be absurd. We do frequently meet, how- 
ever, with a history of trauma immediately preceding 
the appearance of the choreic symptoms, and this fact 
may simply mean that the nervous system in these cases 
is more vulnerable than in the normal individual so that 
an injury causes the symptoms belonging to the heredi- 
tary disease to appear. 

Dr. F. SAVARY PEARCE.—What is Dr. Wilson’s opin- 
ion as to the cause of death in his case? Does he think 
that the solar plexus might suddenly have been in- 
volved ? | 3 <a 

Dr. A. A. ESHNER.—There is another question that 
arises in these cases and that relates to the conditions 
present at birth. I am quite sure that some, perhaps, 
many, cases that have been reported as instances of 
hereditary chorea‘have in reality been cases with some 
form of cerebral lesion due to difficulty in delivery. I 
have in mind a case of cerebral birth-lesion which pre- 
sents almost typical choreic movements, and which, but 
for a history of difficult birth and a knowledge of early 
onset with increased knee-jerks and ankle clonus, might 
readily be mistaken for one of hereditary chorea. There 
lives in this city a family, in which there are several 
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cases of cerebral birth lesion, two of which have been 
reported as instances of Friedreich’s ataxia,although the 
mistake was subsequently recognized. | have seen two 
of these children, and they are typical examples of cere- 
bral birth lesion. In these cases, as well as in others of 
this kind, the motor disturbance began early in life, in 
contra-distinction to what is observed in chronic pro- 
eressive chorea. Even in the so called hereditary cases 
itis worth bearing in mind, that,in the case of females, 
transmission by heredity of a contracted pelvis is not 
less likely than cerebral disturbance to be responsible 
for chronic chorea. 


Dr. JUDSON DALAND reported 


A CASE OF COMPLETE HEMIANASTHESIA OF 
EIGHT YEARS DURATION. 


DISCUSSION, 


Dr. CHARLES K. MILLs.—I have been much interested 
in the report of this case, because I testified in behalf — 
of this man in the suit in which he was awarded several 
thousand dollars damages. The case was regarded by © 
some, at least, and perhaps with good reason, as one of 
hysterical hemianzsthesia, and therefore, a case that 
probably wouldin the course of time recover. I tookthe 
ground that this case was probably organic and would 
be persistent, if not permanent. One reason for consid- 
ering the condition to be probably organic was the man 
ner of injury. This case was due not to an ordinary 
collision or to a slight fall or jar, but the man was 
thrown a distance of many feet from a bridge and sub- 
jected to an unusually severe concussion. | 

Dr. Daland referred to the anzsthesia of the face, of 
the extent of which I have a diagram. It was never per. 
fect in the face. Hehad an area reaching a short dis- 
tance from the median line in which sensation was pre 
served. I have also noted similar conditions in other 
cases. There was in the Philadelphia Hospital for a 
long time a patient in whom thistype of hemianzsthesia 
was present, not quite reaching the median line in the 
face. In this case a small lesion in the internal capsule 
and a large lesion.in the thalamus were found. Taking 
the history of the case with the fact that the man has 
remained in the same condition a number of years and 
has not the ordinary so-called stigmata of hysteria, the 
diagnosis of an organic lesion has been fairly justified. 

Dr. F. SAVARY PEARCE.—-With regard to the injury 
being the probable cause of organic hemianesthesia in 
this case, I can quote a case recently seen in the practice. 
of Dr. S. Weir Mitchell: A man, 66 years of age, always 
very healthy, a robust farmer, was thrown from 
a carriage and sustained a fracture of the skull, 
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one and a half inches to the left of the sagittal suture. 
For some time, there were no marked symptoms of par- 
alysis. This was fifteen years ago. Ten years ago, he 
developed vertiginous attacks without having had any 
marked nervous phenomena in the previous five years. 
Four months ago, there was a sudden increase in the 
vertiginous attacks with great pain in the right hand 
and in the arm and then inthe calf of the right leg, with 
some disturbance of speech and some motor loss on the 
right side of the body. ‘There was no unconsciousness. 
He went to a physician that afternoon complaining of 
tingling, some loss of power and loss of sensation on the 
right side. On examination, it was discovered that he 
could not see much toward the right side. 

This man now has partial hemianzesthesia on the 
right side, not absolutely defined by the median line. 
There is some weakness of the right grasp. The knee- 
jerk on the right is somewhat increased. ‘There is com- 
plete right lateral hemianopsia, There is a depressed 
scar at the seat of the original injury. The eye grounds 
do not seem to show any change. The pupils respond 
to light and toaccommodation. There seems to be the 
Wernicke pupillary inaction on the right side. 

The case is similartothat reported by Dr. Daland and 
seems to be one of organic origin, and, therefore, prob- 
ably bears out the conclusion of Dr. Mills. Accident 
also seems to have been tne etiological factor in both 
cases, and one being organic there is reason to think 
that the other is also organic. The lesions possibly may 
be explained by a sudden localized hemorrhage in the 
first, and by a gradually developing traumatic fatty and 
sclerotic vascular change causing final leakage into the 
primary optic centre and posterior segment of. the 
internal capsule of the left side in the second case. , 

Dr. JAMES HENDRIE LLoyp.—This is an important 
case from an diagnostic standpoint. It does not impress 
_me as being necessarily due to an organic lesion. This 
man has in some respects distinct hysterical hemianes- 
thesia. All the modes of sensation are involved. He has 
electro, thermal and tactile anesthesia and anesthesia 
of the mucous surfaces. There is no such thing as hys- 
terical hemianesthesia if this is not it. He has had 
slight paresis on the anesthetic side, which is also char- 
acteristic. The eye grounds have not been thoroughly 
examined. Ifthere were a lesion of the internal capsule 
involving the motor and sensory strands as profoundly 
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asin this case, there would hardly be oné chance in a 
hundred that the man would not have hemianopsia. The 
man has no hemianopsia, neither does he seem to have 
contraction of the visual fields. The examination of the 
eye ground hastily made here this evening, does not 
point distinctively one way or the other. The man was 
the victim of a most alarming accident and this was the 
cause of this condition which is characteristic.of a pro- 
found hystero-traumatism. The fact that he has had 
rapid loss of fleshand many of the mental characteristics 
of these cases, such as the inability to.go on. with his 
work, seems to me to be in line with this review of the 
case. 
~ Dr Cuarves K. Minis—Dr. Lloyd made one Tone 
which I think is not sustained by clinical and. patholog- 
ical evidence, namely, that if this were a lesion of the 
internal capsule the chances were not onein a hundred: 
that the man would escape hemianopsia.. There would 
be many chances that he would have hemianopsia, but 
in the case with autopsy, to which I have referred, there 
was total hemianzsthesia and motor paralysis, but no: 
hemianopsia. I do not say, positively, that this man has. 
an organic lesion, but that it is one of those cases in 
which there is fair reason to believe that it is organic. © 
Dr. JupDsoN DaLanp.—I have had considerable un- 
certainty as to the diagnosis of this case, and one of the 
principal reasons for bringing him here was to develop . 


the differential points in diagnosis. The fact that at the, 


first examination I found the hemianesthesia so accu- - 
rately limited to the median line, seemed. to be one 
point in favor of the hysterical character of the affec. « 
tion. The loss of power was really not very great, and 
the atrophy could be explained upon the point, that 
these muscles had not been used as those upon the 
opposite side. It seems to me that with an organic 
lesion there would have been involvement of the motor 
fibres. Hemianopsia which also not unfrequently occurs 
in organic affections was also absent.. A lesion of. the 
internal capsule, involving only the sensory. fibres would « 
be a very unusual and extraordinary occurrence., The | 

diagnosis was also complicated by the fact that this was - 
a medico legal case. It seems to me that on the whole 

the evidence favors the idea of a functional neurosis. 

a than an organic lesion. . sit UY 


Stated Meeting, December 16, 1895. 


President, Dr. JAMES HENDRIE LLOYD, in the chair. 


Dr. JAMES TYSON read a paper on 


THE CORTICAL SPEECH AREAS. 
DISCUSSION, 


Dr. FRANCIS X. DERCUM.—Dr. Tyson stated that 
the cortical auditory centres had not been established 
by autopsy. I would call his attention to a case reported 
before this Society some years ago by Dr. Mills, and 
published in the University Medical Magazine. In that 
case, both the right and left superior temporal gyri had 
been destroyed by vascular disease, either haemorrhage 
or softening. ‘The patient was totally word-deaf. 

With reference to the centre which Dr. Mills has 
established, and to which Broadbent first called atten- 
tion, and which centre Dr. Mills has called the naming 
centre, I might say, that Dr. Mills has presented to this 
Society the history of such a case,in which a lesion 
of the centre had occurred, and was demonstrated 
post-mortem. 


Dr. JOHN B, CHAPIN read a paper on 


- PEIGNED INSANITY. 


Dr. CHAPIN presented the outline sketch of eight 
cases of feigned insanity that had come under his per- 
sonal observation. The following is an abstract of the 
conclusions presented by Dr. Chapin in his paper: 

“ All of these criminals were habitual law-breakers, 
or had been the associates of criminal and depraved 
persons. ‘Two were under sentence of death; one had 
committed a homicide; one had assaulted with an 
attempt to kill; one was under indictment for bigamy; 
and one was a thief and professional feigner. All had 
committed crimes and feigned insanity after conviction 
and sentence, or, after indictment. All had had oppor- 
tunities of seeing insane persons—were possessed of 
some degree of low cunning, and probably had the 
faculty of imitation. Three showed some of the com-_ 
mon manifestations of advanced dementia, and one epi- 
lepsy. They affected these forms as probably requiring 
less physical exertion and mental strain. Two appeared 
to be maniacal for a brief period; and two showed no 
characteristic symptoms of any form of insanity—their 
acts being in the nature of small tricks. In two of the 
cases, the earliest manifestations that attracted attention 
were howling and shouting inthe night, and throwing 
torn clothing and bedding out of the cell doors,. In 
every case the simulation began suddenly, and presented 
forms of mental disorder that require ordinarily for their 
development the lapse of months and years. ‘There was 
in every case a sufficient motive to resort to any effort 
or scheme to escape punishment. 

“Ttis the usual experience that the symptoms pre- 
sented to the physician are demonstrative, pronounced, 
and such as to attract attention at once. This was true 
in all these cases. This may arise from the belief that 
prevails among the common people and the inexperi- 
enced, that insanity appears suddenly, and is accom- 
panied by some sudden and marked change in the indi- 
vidual. Asarule, 1 have found it difficult or impossible 
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to obtain any satisfactory history of these cases prior to 
the commencement of the supposed attack. It is of rare 
occurrence that the case has even come under the intel- 
ligent observation of. a jail physician prior to the out- 
break, or, indeed, of any person but a guard or some 
perfunctory attendant; so that the physician is thrown 
mainly on his own resources for information, and must 
frequently contend with unwilling witnesses. It has 
been my experience usually, to be unable to obtain from 
any physician or any person related to the case, any 
notes of observation, or any facts having any bearing on 
the case. 

“Tf a physician in the course of his official duty is 
called in the interests of public duty and justice to ex- 
amine and give testimony in relation to a person sus- 
pected of feigning, how shall he proceed to perform the 
service? In this direction he will obtain few or no sug- 

gestions from medical literature, as it is limited in 
amount and extent, and, as has been stated, he will - 
derive little aid from persons in any way related to the 
case, and the history of the case will probably be limited 
and ‘perhaps unreliable. : 

‘In the first place, while he knows from observation 
and experience that there is a uniformity of forms and 
types of mental disorder, it will be found that every one 
of these shammers present some peculiarity that is a 
separate and special study—just as men differ from each 
other in their normal conditions, and as cunning and 
practised villains will devise new schemes to aid them 
in their simulation. 

“While the physician must approach the examina- 

- tion of these cases without bias, and with such judicial 

calmness as he can command, he must take into account 
the fact that a dominating motive exists in the mind of 
the prisoner or suspect to deceive, for it is a part of the 
case. 

“ Asto any special rule, or tests of precision, to be 
followed in these cases, I know of none but those deter- 
mined by experience and observation. Every physician 
concedes that the cases he meets in the ordinary line of 
duty, proceed according to some recognized course of 
development. For instance, he does not look for a char- 
acteristic typhoid eruption nor developed small-pox on 
the first day of the sickness. If he does find these indi- 
cations on his first visit he properly concludes there 
have been developmental or prodromal stages which 
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have passed, and he can even name the day of the dur- 
ation of the disease. There is an order of development 
of all diseases which constitutes a rule, if there are ex- 
ceptions, they must be accounted for on the hypothesis 
that they are instances of the limitations of our present 
knowledge. 

It is true also of mental cases, that in accordance 
with a rule as infallibly fixed as in the diseases the gen- 
eral practitioner deals with, there is a general and uni- 
form order of development of every case. Observation 
and uniformity of experience makes the rule, though 
there may be exceptions here, which is but another term 
to indicate that there are limitations of our actual knowl- 
edge. If, for example, a man on trial, as in Case 7, is 
able to sit with his counsel, suggest questions and a line 
of defense, making an allegation of insanity at the time 
of the homicide or during his trial—preferring to show 
that he acted in self-defense—and, when convicted, shall 
suddenly become reticent, saying he was engaged upon 
great inventions, and did not wish to be disturbed ; 
manifesting generally delusions of suspicion and fixed 
ideas, such as belong to the terminal stage of chronic 
insanity—we are unable to recognize a prodromal or 
primary stage. This is incompatible with general ex- 
perience. We cannot reconcile the inconsistencies. The | 
case in a usual order of procedure is thus exactly 
reversed. Yet referring to this case and to others, we 
see a man whom to look upon is observed to be doing 
what insane persons actually do. He is engaged, how- 
ever, like the actor in the play—doing a part—in itself, 
perhaps, admirably done. It isthen for the physician 
to close his eyes, and on reviewing the whole to deter- 
mine whether it is in accord with his actual clinical ex- 
periences. Acute mania, or apparently complete or 
stuporous dementia do not develop in a day, toa degree, 
that weeks and months of disease are actually known to 
be necessary to produce. The terminal stage usually 
does not take precedence of the primary. 

“It may be said then in conclusion, that no ascer- 
tained test of determining real from feigned insanity 
absolutely exists, except the rule of experience and the © 
results of observation. The physician must enter upon 
the examination of these cases free from bias, with a 
judicial temper, about as he would proceed to form an 
opinion of any obscure case that might present in his 
every-day experience. For myself, I have usually 
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appeared to these persons casually, and engaged them 
in conversation if possible, or observed them when they 
refused to talk. I have never concealed the object of my 
visits when asked, nor my profession, but have an. 
nounced it before the visit finally terminated. ‘The 
endeavor-should be made, I think, to ascertain the 
existence of consistencies, or inconsistencies; to ascer- 
tain the presence of bodily complications, and constitu- 
tional sympathetic disturbances—disturbances such as 
might be looked for to make out a symmetrical whole. 
After all efforts to reach a satisfactory conclusion have 
been exhausted,even after sufficient time which is essen- 
tial has been allowed to elapse, it is still possible that 
human judgment may err, but it is not probable. 


DISCUSSION. 


Dr. CHARLES K. MILLS.—Certainly the subject of Dr. 
Chapin’s paper is a most important one It has been 
one of my somewhat frequent duties, not only to make 
the ordinary diagnosis of insanity for committal to an 
institution, but also in criminal cases, to help decide 
whether or not the patient is simulating. My own 
experience has seldom been with just such cases as the 
doctor has detailed. 

There can be but little doubt that Dr. Chapin was 
right with reference to all of these cases. Most of them 
were confessed simulators, and it seems to me, unless it 
be in the last case, the details indicated simulation even 
without confession. With reference to the last case, of 
which I have no personal knowledge, and with reference 
to all cases in which the question of simulation arises, 
there is one point to which the doctor did not allude, but 
which should be carefully considered, and that is the 
possibility of simulation of insanity even by the insane. 
_ Probably all of the cases alluded to were pure simula- 

tors, but it may possibly be that in a case like the last 
one, both insanity and also simulation may have been 
present. Dr. Nichols and others have reported such 
cases. One case I recall, where a man simulated demen- 
tia, I think in collusion with his attorneys, and was ex- 
amined, and the simulation of dementia discovered, but 
it was also found that he was a real delusional lunatic. 
He was committed to the Bloomingdale Asylum where 
the diagnosis was confirmed. 

Dementia, mania, and the demonstrative and nega- 
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tively demonstrative forms of insanity are most likely to 
be feigned, and are on the whole most easily discovered, 
that is, supposing that the man who goes about the 
work is competent for it. The greatest difficulties are 
experienced in a different class of cases, that is, delu- 
sional lunatics of the paranoiac type, the cases of pri- 
mary delusional insanity so-called. In such cases, the 
insane may possess the power of aiding their counsel, 
directing the trial aud helping to support pleas of self- 
defense. An insane man of this type as a paranoiac who 
has delusions of marital infidelity and poisoning, may be 
capable of doing this. Yet these cases are most insane 
and most dangerous, and it is in just such cases that the 
greatest trouble arises. : 

As Dr. Chapin says in the conclusion of his paper, we 
should ask ourselves, does this case answer to a known 
type of mental disease? The method of arriving at a 
conclusion is, bring together all the features in the 
history and manifestations of the case and then decide 
whether the case corresponds to a type of insanity, 
which in all of its features could not be simulated except 
by atrained alienist. In this way a mistakewill heise 
be ina.te 

Too much stress, therefore, should not be laid ‘pon 
simulation, in concluding that a person is not insane, nor 
upon a confession of the simulation insanity, nor upon 
the fact that a man alleged to be insane is also a de- 
ceiver and liar. 

Dr. W. D. Ropinson.—During eleven years among 
6,000 convicts I have had-much to do with feigned insan- 
ity, and fully agree with the remarks of Dr. Chapin and 
Dr. Mills. There are two points not referred to which I 
might call attention. One is that the mind may be so © 
weakened by excessive masturbation as to be tottering — 
on the boundary line between sanity and insanity, and 
at times unquestionably be beyond sanity. Among peo- 
ple of the convict crime class thisis known and has been 
used to induce temporary insanity. My attention was 
first called to it by a convict who had, for purpose suffi- 
ciently important to himself, by this method induced 
such condition. 

The second point is, that I have always been able to 
satisfy myself and afterwards prove correct, a diagnosis 
of simulation by calling into consultation some physician 
unknown to the subject, said consultant having pre 
viously understood that he was to decide in the subjaae S 
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presence that it was a case of true insanity, and that a 
surgical operation on the brain of the subject, to be done 
at once, was the only possible hope of saving life or 
curing the mental disease, and following this by forced 
ether anesthesia, prolonging the stage of intoxication on 
returning consciousness, and in that stage interrogate 
the subject if the diagnosis has not been made before 
complete anzesthesia has occurred. I take it, no one is 
competent to give legal testimony involving life who has 
not seen some cases of the astounding cleverness of 
simulators, and I believe I will be borne out in this posi- 
tion by all physicians who have dealt with such exhibi- 
tions. Feigning may be perfectly systematized as to 
the characteristics of a definite type and may last for 
years, or may be detected and given up very early. 

Dr. FRANCIS X. DERCUM.—The general principles on 
which the diagnosis should be based have been clearly 
indicated. ‘The question is, does the case correspond 
to a known type of insanity, not only in the symptoms 
presented, but in the history? I take it that the history 
is a most important point, and I believe that it fre- 
quently is impossible to make the diagnosis unless we 
have it. The history, with the symptoms, is the only 
means that will enable us to make the diagnosis. 

Dr. JAMES HENDRIE LLoyp.—A few thoughts have 
occurred to me while listening to Dr. Chapin’s interest- 
ing paper. I believe that it was a theory first ennunci- 
ated by a French observer that simulation was in itself 
a symptom of insanity ; in other words, that some simu- 
lators have been truly insane. ‘This, of course, is an 
extravagant view in regard to all simulators, but there 
may be something in it with regard to some of them. 
This man spoken of asa “dummy chucker ” who had the 
ability to ape such a disease as epilepsy, may have possi- 
bly been himself adegenerate. The faculty of imitation, 
we know, is strongly developed in some imbeciles. 

-The tendency of feigned insanity to run into true 
insanity has been observed in some cases. Men who for 
a long time have feigned insanity, have voluntarily 
stopped the deception withthe statement that they could 
not support it any longer on account of the fear of jeop- 
ardizing their mental health. 

The point made by Dr. Chapin that departure from 
the type is animportant test is very true, but at the same 
time we should not forget that some expert and know- 
ing criminals have feigned some types with great 
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accuracy, Departure from the type is not always seen 
in feigned insanity ; in other words, the rule has some 
important exceptions. : 

Another point is that feigned insanity does not 
always occur in criminals. I have recently been con- 
sulted about a case in which a woman is feigning insan- 
ity to secure damages. She sustained a slight injury 
from a falling sign, and it is claimed that she has 
passed into a condition of acute insanity. Possibly it is 
a ‘traumatic neurosis,’ but I am inclined to think that 
it is a case of feigning. 

Dr. JOHN B. CHAPIN.—There is much to be said on 
this whole subject, but I shall not take up further time. 
There is one thought growing out of all this. These 
people, wretched and depraved as they are, sometimes 
help us after all. One of the cases cited was interesting 
as out of it grew a novel proceeding in criminal juris- 
prudence which might become suggestive. The great 
difficulty is to get an expert on the stand in an unbiased 
state of mind,and it might be an advantage if there were 
a change in the usual procedure in trying these cases. 
If the counsel on each side would present a list of names 
of experts from which the judge could make a selection, 
this might be satisfactory, or the court might create a 
commission. The commission could investigate the case 
and make a report. A report may be more valuable and 
reliable than a statement on the stand. We may have 
an opinion based on our experience without being able 
to say how we reached that opinion; just as a man may 
be able to tell a counterfeit note at once without being 
able to state the exact points on which he bases his 
opinion. A physician may present a conclusion in the 
form of a report. while he would hesitate to state such 
an opinion on the witness stand, having in mind the 
cross examination from which he may emerge with little 
credit. A commissioner, like a judge or juror, should be 
exempt from a cross-examination as to how he reached 
a conclusion. 


Dr. F. X, DERCUM presented 


A CASE OF HYSTERICAL MONOPLEGIA. 


The following is the history of this man: Name, 
gis “echiegel; age 55; sex, male; weight, 16s; na- 
tionality, Germany ; occupation, sheet-iron maker ; social 
condition, widower. Admitted to hospital September 
14, 1895; to nervous ward, November 22, 1895. 

Family history.—Father died of an accident, mother 
of oldage; no nervous history. 

Previous history.—Has always been healthy; is a beer 
drinker, smokes and chews moderately; no syphilis; 
two weeks before Christmas, 1894, had a fall, breaking 
the right leg in three places, dislocating the tight hip, 
and bruising the left shoulder. Recovered from this 
but the parts were not very strong. Went to the Epis- 
copal Hospital and stayed four months from the time of 
accident. In 1868 lost last phalanx of left thumb from 
an accident. 

Present history.—While “ setting a: heater” Sep- 
tember 9, 195, he received a jar to the left shoulder 
accompanied with great pain (pain about two inches 
below clavicle and going nearly through back). Was 
treated for this two months by bandaging and rest. 
Did not improve; transferred to nervous wards No- 
vember 22, 1895. On examination, patient in good 
physical condition, except the left arm, which hangs 
at his side in a helpless manner, patient being unable 
to move it. 

At times the man had pain in the breast, and at other 
times there would be pain in the biceps. The arm was 
anzesthetic; the distribution of the anesthesia was pecu- 
liar. It was the segmental anzesthesia which we often 
see in hysteria. The wrist and the hand were decidedly 
cedematous. This was of a bluish color and at once 
suggesting blue cedema (1l’cedema bleu). 

I hypnotized the patient and suggested the disappear- 
ance of the anesthesia and it disappeared promptly. ‘The 
second or third time, he moved the arm freely in all 
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directions. I have neglected to hypnotize him recently 
and he has toa certain extent relapsed as regards the 


muscular symptoms. 
The case is of interest on account of the cedema and 


typical anesthesia. ‘There were no contractures of the 
visual field. ‘The color sense was not tested. 

The explanation of this case may be that the man in 
lifting, strained a few muscular fibres, and this may 
have been the initial cause of the auto-suggestion that 
the arm was paralyzed. 


A CASE OF URAEMIC CONVULSIONS, FOLLOWED 
BY PERSISTENT HEMI-ATAXIA. 


By F. X. DERCUM, M.D., 


Clinical Professor of Nervous Diseases, Jefferson Medical College ; Neurologist to the 
Philadelphia Hospital. 


S is well known, various unilateral nervous dis- 
turbances may occur in the course of Bright’s dis- 
ease. Hemiplegic attacks, for instance, and more 

rarely monoplegias, may occur during or follow an ure- 
mic convulsion. ‘These attacks may so closely simulate 
ordinary cerebral hemorrhage or embolism, as to be 
practically indistinguishable from them. Again, local- 
ized convulsive -:phenomena, especially unilateral con- 
vulsions, are not of infrequent occurrence during uremic 
attacks, and such a seizure may also closely simulate a 
convulsion due to a limited focus of organic disease. 
Cases of urzeemic hemiplegia and hemi-convulsion have 
been described, more especially by Carpenter, Patsch, 
Jackel, Raymond, Chantemesse and ‘Tenneson, and by 
myself. 

Autopsies upon these cases have failed to reveal any 
focallesions. In two cases of my own previously reported, 
nothing was revealed but a diffuse cedema of the mem- 
branes and of the brain substance. No trace of any 
focal lesion could be discovered. I also reported some 
years ago, two cases in which persistent hemi-chorea 

occurred in the course of Bright’s disease. One of the 
_ latter came to autopsy, and again no focal lesions were 
detected either upon gross or microscopical examina- 
tion. I desire to add to this collection of cases the fol- 
lowing which, in my experience, is unique: 

G. 5. raged 31 years, white, male, a native of Germany 
and a clerk by occupation, was admitted to my wards in 
the Philadelphia Hospital, October 31, 1895,in an ureemic 
convulsion. 


I22 PHILADELPHIA NEUROLOGICAL SOCLIE® Ff; 


The following family and personal history was 
obtained from his wife, and in part from himself, during 
the period of his convalescence. His father died from 
alcoholism ; his mother, brothers ana sisters are living 
and well. No history of any nervous, diathetic or here- 
ditary disease in the family. ‘The personal history was 
negative, except that the patient had used alcohol 
excessively some eight years ago. A specific history 
was denied. He was well until April 28, 1895, when he 
had a general convulsion, which lasted forty minutes, 
during which he became unconscious. A second attack 
occurred one week after the first, but this time began 
with convulsions of the left hand and arm. The attack 
was preceded by a sensation of tingling in the hand 
and lasted some ten minutes. There was no paralysis 
or weakness of the limb afterward. A third attack 
occurred one week after the second, but no clear account 
could be obtained in regard to it. <A fourth attack 
occurred shortly before the patient was admitted to the 
hospital. As in the second attack, the convulsion was 
preceded by tingling in the left hand. 

On October 28, according to the account furnished by 
his wife, the patient suddenly fell forward; he became 
unconscious, and the legs andarms of both sides became 
convulsed. For three days following, he was hallucina- 
tory and delusional, and sometimes unconscious. At 
times he saw imaginary people and talked and cried out 
at them. He voided urine, it was stated, only once in 
these three days. He had also no bowel movement. He 
seemed unable to swallow, and was, therefore, given no 
nourishment. On admission to the hospital, October 31, 
1895, he was confused, delirious and at times violent, 
raving incoherently. Sometimes he attempted to strike 
those about him, using both arms in the attempt. Mus- 
cular twitchings were noted on the left side of the face, 
which was also somewhat paralyzed. The mouth was 
distinctly drawn toward the right. On rousing the 
patient it was impossible at timesto get him to protrude 
the tongue, which was always protruded in the median 
line. The tongue was also the seat of fibrillary twitch- 
ings, resembling those observed in the face. When 
lying quietly there was conjugate deviation of the head 
and eyes to the right. The pupils were decidedly 
unequal, the right being dilated, the left apparently 
normal. Occasionally tremor of the lower jaw was also 
noted. It was observed that the left hand, forearm, and 
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arm were distinctly paretic. There was no paralysis of 
the legs, though the patient resisted less with the left 
leg than with the right. Sensation did not appear to be 
anywhere lost. 

About ten ounces of urine was obtained by catheter- 
ization and revealed a large amount (1-5 bulk) of albu- 
men, it was high-colored and presented a specific grav- 
ity of 1 031. 

On the day after admission, the weakness of the left 
arm had deepened so as to constitute a well-marked 
paresis. There was also evident now an undoubted 
weakness of the left leg. The paralysis of the left side 
of the face as on the previous day was slight. The 
pupils revealed the same conditions as before save that 
little or no response could be obtained to light. The 
patient seemed less stupid, though he was still confused 
and delusional. However, he responded when urged to 
protrude the tongue or to move the limbs. He moved 
the right hand and arm freely in response to directions, 
the left arm he also moved, but the movements consisted 
almost exclusively of shoulder movements. 

A vigorous treatment directed to the skin and kidneys 
was instituted. Gradually the secretion of urine became 
re-established and for a time both the bladder and the 
bowels were voided spontaneously into the bed. The 
improvement, as regards the mental symptoms and the 
hemi paresis, was slight at first, but day by day these 
phenomena became less evident, until by the 22d of 
November the paresis had disappeared entirely from the 
face, entirely from the left leg and almost completely 
from the left arm. Analysis of the urine now revealed 
a specific gravity of 1,015, but no longer any albumen. 
At this time, also, the eyes were examined by Dr. de 
Schweinitz, who reported that in the right eye light 
reaction of the pupil was normal and that the fundus, 
with the exception of marked enlargement of the cen- 
tral vein and some distension of the central lymph 
sheath, presented no abnormalities. In the left eye the 
pupillary reactions were also normal. The fundus 
revealed a condition similar to that of the right eye and 
in addition a clouding of the nasal half of the disc. 
There were no paralyses of the ocular muscles. The 
fields of vision were not taken. 

The man was now permitted out of bed and present- 
ed no special features, save that he did not seem to use 
the left arm as freely as the right. His condition con- 
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tinued steadily to improve, and on November 30th he 
was able to walk freely about the wards. He was now 
re-examined with some care. It was observed that he 
used the left leg ratherawkwardly as he walked, but the 
gait differed markedly from that of ordinary hemiple- 
gia. It was further noted that the sway with eyes 
closed was plus and markedly exaggerated toward the 
left. When asked to stand upon the right leg alone he 
performed the task without difficulty. When asked to 
maintain his weight upon the left leg alone he staggered 
badly, although the leg was strong enough to support 
his weight es he was gently steadied. When the 
left arm was examined it was noted that all of the move- 
ments of the arm and wrist, hand and shoulder could be 
freely performed, but the limb was excessively ataxic. 
This was revealed in attempts to approximate the fin- 
ger to the tip of the nose, the chin or the ear. On test- 
ing the grip it was found to be but slightly paretic. 
The right arm presented no abnormality. On exami- 
nation of the knee-jerks, both were found minus, though 
the left seemed less so than the right. The muscles of 
both the left leg and arm were flaccid, no trace of rig- 
idity being anywhere present. Sensory losses as be- 
fore, were absent. ween oe 
In speaking, the patient did not pronounce his con- 
sonants, especially labials and dentals as sharply or as 
well asnormally. There seemed to be no paresis, how- 
ever, of tongue or lips. The words seemed to be drawn 
out a little, and at times slight halting was noted. The 
mental condition was enormotsly improved. He could 
give clear accounts of allevents save those immediately 
connected with the graver period of his illness. The 
memory was good, both for remote and recent events. 
On December 5th he was discharged from the hospital 
at the request of his friends. rf 
It is difficult in the present light of our knowledge to 
interpret the pathology of this case, especially in view 
of the negative findings in cases of uraemic hemiplegia 
and hemi-eclampsia. It is not mprobable, however, 
that when there are such persistent symptoms as hemi- 
chorea or hemi-ataxia, that some organic change has ac- 
companied or resulted from the convulsive attack, and 
yet the location of such a lesion must be a matter of 
speculation. It has sometimes seemed to me probable 
that the athetosis and chorea, which sometimes follow | 
hemiplegia, are due to some lesion of the segmental 
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fibres (the haubenfasserung) as they pass through the 
internal capsule, or possibly that the lesion is at the 
cortical origin of these fibresin the parietal lobe. Un. 
fortunately, our knowledge regarding the relations of 
me segmental fibres is not accurate nor conclusive, but 

may it not be that the relation of these fibres to the 
olivary body of the same side and indirectly with the 
opposite lobe of the cerebellum is significant as regards 
their function? Mayit not be that they are thus related 
to muscular co-ordination, or perhaps constitute fibres 
conveying muscle sense impressions ? I know of no 
explanation that has thus far been given’for ordinary 
post hemiplegic chorea and athetosis. I merely suggest 
lesions of the segmental tract or of its cortical origin as 
a possible explanation. 


A. CONTRIBUTION. TO THE PATHOLOGs ae 
PARALYSIS AGITANS. 


By JAMES R. HUNT, M.D., 


Pathologist to the Episcopal Hospital. 


Clinical history of case: 

Rebecca L., aged 73 years, was admitted to the Home 
for Incurables under the care of Dr. Charles W. Burr, 
July, 1892, suffering from paralysis agitans. Her pre- 
vious health had been excellent; there were no Heredi- 
tary neuropathic tendencies. It is interesting to note 
that the tremor appeared soon after a severe nervous 
strain caused by the care and anxiety of nursing in her 
family. 

The disease began in 1885, seven years before admis- 
sion to the home, as a fine vibratory tremor, involving 
both hands, very slow in its progress and involving in 
rotation the forearms, the arms, the toes and the legs. 
Patient was able to walk until recently; gait festinat- 
ing. 

The examination of patient on admission to the home 
was as follows: 

Patient is pale and very emaciated, presenting the 
Parkinson walk. There is a constant fine tremor of 
hands present during rest. The arms and legs are tre- 
mulous. The tongue trembles on protrusion. These 
movements are all exaggerated by excitement and exer- 
tion. The thumb and index finger are held in the char- 
acteristic pill-rolling attitude. The proximal phalanges 
of all the fingers are flexed, the middle extended and the 
_ distal flexed. 

The toes are fixed and irregularly flexed and 
extended. Movements of the muscles are slow and 
tedious. They are easily fatigued and often the seat of 
throbbing pain. There are contractures at the knee 
joint. Examination of urine is negative; heart and. 
lungs normal; noatheroma; no arcus senilis. 
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Sensation is undisturbed; knee-jerks are present, 
their extent, however, cannot be estimated owing to the 
muscular rigidity. Biceps. jerk is present; chin-jerk 
absent; plantar reflexes active; no nystagmus; intelli- 
gence good : thought slow. 

A subsequent note reads : 

Patient is much weaker. The tremor ceases during 
rest, but reappears after the slightest motion or emotion. 
An exception. to this is the tongue, which is to be seen 
constantly quivering in the floor of the mouth. Speech 
is Slow and whispering, but not screaming. Death from 
exhaustion December 25, 1895, nine years after the 
earliest symptoms. | 

Post-mortem examination. 

Skull is thin, the under surface of dura presents 
shght hemorrhagic pachymeningitis. Pia mater is 
opaque. Spinal membranes, and the form and consist- 
ency of the spinal cord are normal. 

Microscopical report. 

The brain, spinal cord and peripheral nerves were 
hardened in Miiller’s fluid, and the tissues stained with 
carminate of soda, aniline blue-black and Weigert’s 
hematoxylin: Sections were taken from the Rolan- 
dic region of both sides, the cerebellum, the pons, 
medulla and cord, also the peripheral nerves. 

Cortex. 

The cell-body, nucleus and nucleolus of the gang- 
lion cells of the cortex are clear and distinct. Only a 
few cells appear hazy and stain imperfectly. The apical 
and basal processes are sharply defined. There is no 
increase of the connective tissue and the blood-vessels 
are normal. 

The minute structure of the cerebellum is normal. 
The ganglion cells in the pons and medulla show mod- 
erate pigmentation, and the blood-vessels are sclerosed, 
especially in the medulla, but there is no union of the 
perivascular neuroglia. 

The medullated nerve tracts and ependyma of the 
fourth ventricle are normal. 

Cord. 

The cells of the anterior horns are excessively pig- 
mented. This pigmentary degeneration is most marked 
in the cervical and lumbar swellings. In not a few of 
the cells is the nucleus and nucleolus completely ob- 
scured by coarse yellow granules. In the dorsal 
region, the cells in Clarke’s columns are the chief suffer- 
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ers. The cell-outline is clear and the processes sharp 
and distinct. 7 

The blood vessels ramifying in the substance of the 
cord, are sclerosed, especially those in the posterior col-. 
umns. In the white matter, each blood vessel is sur- 
rounded by a well marked ring of neuroglia, from which 
prolongations radiate into the surrounding structure. 
In the central and median portions of the posterior col- 
umns, these prolongations are largest in size and num- 
ber, and, with Weigert’s coloring, show as diffuse light- | 
colored areas. 

The blood vessels in the gray matter, although 
thickened, present no increase of the surrounding glia. 
The pia matter and its prolongation, while prominent, 
are wholly normal. , 

The white tracts are normal. Here and there, es- 
pecially in the posterior columns of the cord, small cir- 
cular or oval spaces are.seen. ‘These are considered by 
some, notably Redlich, toindicate areas of degeneration, 
but in my own case, I am quite sure that they were 
simply artifacts. The central canal is tightly packed 
with epithelial cells, which stain intensely, and there 
is slight thickening of the surrounding neuroglia. 
Many amyloid bodies are present, especially in the 
posterior columns. The peripheral nerves, excepting an 
increase in the endo and perineurium were normal. 
Unfortunately no muscular tissue was preserved for 
examination. . 

To summarize then, the only alterations found 

were the excessive pigmentation of the ganglion cells 
in the anterior horns, with sclerosis of the blood vessels 
and increase of the pervasicular neuroglia. 

But even these, when the age of the patient is consid-. 
ered, must be regarded as normal to that period of life. 
So far, then, as the nervous system is cone the 
examination in this case was negative. 

Literature. 

Since Parkinson's description of the disease in 1817, 
the pathology of paralysis agitans has been the sub- 
ject of much discussion and of much speculation. — 

The earlier writers reported cases showing degener- 
ative lesions in the crura, pons, medulla and basal gan- 
glia. 

In Parkinson’s case the pons and medulla were 
sclerotic. Hall’s case presented sclerotic changes in the 
pons and corpora quadrigemina, while sages reports a. 
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case with foci of softening in the pons, medulla and 
cord. 

The earlier cases are of very doubtful value, as be- 
fore the observations of Charcot, Ordenstein and others, 
disseminated sclerosis was frequently mistaken for 
Parkinson’s disease, and vice versa. | 

The results of some of the most recent investigators 
are as follows: 

Koller! reports three cases, in which were found 
sclerosis of the blood-vessels of the cord, chiefly in the 
posterior columns ; increase of the neurogiia, apparently 
taking its origin from the vessel walls; pigmentary 
degeneration of the cells; alterations around the epen- 
dymal canal. 

Dulief’s’ two cases presented pigmentary degenera- 
tion of cells in the cord; a slight grade of sclerosis ; 
numerous amyloid bodies; cellular blocking of central 
canal, with increase of its surrounding neuroglia. The 
brain, cerebellum, sympathetic and peripheral nerves 
were normal. 

Von Sass* found arterio-sclerosis with an increase of 
the connective tissue ; numerous amyloid bodies; the 
central canal blocked in many places; an interstitial 
neuritis and muscle changes: Many of the muscle fibres 
were atrophied ; striations indistinct with an increase of 
the nuclei. 

Jaffray’s’ report of three cases was very similar to the 
above. Pigmentation of the ganglion cells of cord, 
especially of Clarke’s columns and an occlusion of cen- 
tral canal by epithelial cells. 

In one case there was a sclerotic focus in the pons 
and in the medulla. 

Borgheim® reports sclerosis of blood-vessels in brain 
and cord, with an increase of the connective tissue. 

Dana* describes the a apr occ changes in two 
cases: 

Case 1.—Some of the cortical cells are indistinct in 
outline and stain imperfectly. Apical processes atro- 
phied or granular. Sclerosis of the blood-vessels in the 
cord, with an increase of the connective tissue in the 


1Koller: Archiv. f. Path. Anat., Bd. cxxv., 1892. 

* Dulief: Hop. Archiv. Comp. rend. d. trac. du bd. de therap., pp. 
54-56, 1889. 

-8Von Sass: Medicin Wochenschrift, No. 16, 1891. 

‘Jaffray : St. Petersburg Wed. Wochenschr., B. 165, 1891. 

>Borgheim: See Dana’s paper, V. Y. Med. ‘Jour., June, 1893. 

‘Dana: WV. Y. Med. Jour., June, 1893. 
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lateral columns. Cells pigmented, some are atrophied 
and destitute of processes. 

Case 2.—Thickening of bldod sande with an increase 
of the supporting structure in the lateral columns. 
Degeneration of cells in anterior horns. Diminution in 
the intricacy of the fibre network in the gray matter. 
Brain was not examined. 

Redlich’ found in two cases of Parkinson’s disease,a 
sclerosis of the blood-vessels in the cord, with an in- 
crease in the peri-vascular neuroglia. These changes 
were most marked in the central portion of the columns 
of Goll. Here and there fibres were crushed by the con- 
traction of this neurogliar network. ) 

The degenerated fibres liquefying and undergoing 
absorption leaving behind them circular or oval spaces 
most numerous in the posterior columns. Cells of the 
anterior horns and vesicular columns arenormal. Central 
canal packed with cells; numerous amyloid bodies. In. 
conjunction with the above, Redlich reports the exam- 
ination of a senile cord. It presents changes similar to 
those found in the Parkinsonians, but of less severity. 

In the above fifteen cases, including my own, the 
only changes recorded as worthy of notice were the © 
pigmentary degeneration of the ganglion cells, thicken- 
ing of the blood-vessels with a neurogliar sclerosis, most 
marked in the column of Goll, and ‘according to Dana 
in the lateral tracts, numerous amyloid bodies and alter- 
ations within and about the ependymal canal. 

When we consider that these changes are present in 
most of the cords examined from old persons, who pre- 
sented none of the symptoms of paralysis agitans, we 
are forced to admit, that as yet no lesion has been dis- 
covered in the nervous system capable of prod the 
disease. 


DISCUSSION. 


Dr. CHARLES W. BuURR.—I examined the specimens 
from the cord in this case and thoroughly agree with 
what has been said. 

It seems to me that the lesion of paralysis agitans is 
more likely to be in the cortex or somewhere in the 
brain than in the spinal cord. I do not see how any 
spinal cord trouble could produce the symptoms of par- 
alysis agitans. The fact that some of these cases have 
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a slight mental change also points to trouble in the 
cortex of the brain. I think, however, that there is 
more than a slight possibility that the somewhat revo- 
lutionary theory put forward by certain observers, that 
this is not a disease of the nervous system, but a disease 
of the muscular fibres themselves, may be true. It cer- 
tainly is not a disease of the spinal cord. 

Dr. FRANCIS X. DERCUM.—It seems to me that when 
wethink about paralysis agitans, we should bear in mind 
the experiments of Horsley with monkeys. In some of 
the cases in which this experimenter extirpated the thy- 
roid gland, the monkeys passed into a condition closely 
resembling that seen in paralysis agitans. It seems to 
me, that possibly paralysis agitans is not due to organic 
disease of the nervous system or muscles, but to some 
toxine of auto infection. 

Dr. Guy HINSDALE.—I have had occasion lately to 
look up the pathology of paralysis agitans, and I have 
been extremely interested in the results of Dr. Hunt. 
The possibility that the tremor is due to a toxine is 
very great. With reference to Horsley’s sheep and 
monkeys deprived of their thyroid glands, they do de- 
velop tremor, and after thyroidectomy it is not uncom- 
mon to observe tetany. That is manifested by muscular 
spasm, and in all probability is dependent upon a toxine. 
I think that the presence of a toxine will be shown to be 
the explanation of this obscure disease, paralysis agi- 
tans. 

Dr. CHARLES K. MILLS.—My clinical experience with 
cases of paralysis agitans, and the opportunity to com- 
pare them with cases of ordinary senility and other 
affections of the nervous system, make me feel that par- 
alysis agitans is a chronic, progressive, degenerative 
disease of the central nervous system. It is a disease 
which might be expressed as premature senility with 
some special lesions which are not present in ordinary 
senility. The true explanation of this disease yet 
remains to be found. : 

Admirable as has been the work done by Dr. Hunt, 
yet I am convinced that further work needs to be done, 
and, perhaps, with finer methods of research. Methods 
such as have been described by Dr. Berkley, applied 
under favorable circumstances, may help to determine 
the true pathology of this disease. Somewhere in the 
nervous system there are special lesions. They are 
probably not lesions of the cell bodies. We will find 
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the explanation through the newer methods of micro- 
scopical research. 

Dr. JAMES R. Hunt.—I would emphasize the impor. 
tance of the muscular condition, which, I think, is the 
chief condition in the disease. The muscles are not 
spastic. They are rigid. If this were a cerebral disease, 
we should expect the muscles to be spastic. The reflexes 
are usually normal. The theory that this is premature 
senility of the central nervous system is not borne out 
by other facts, and I cannot see why it should be so 
considered. I would like to emphasize the importance of 
the theory of the muscular origin of paralysis agitans. 

The muscles are rigid not spastic, as would probably 
be the case, were it cortical in origin,—the reflexes are 
generally normal, which is against central disease. As to 
premature senility of the spinal cord, there is little, I 
think, to be said in its favor. The patient is not prema- 
turely old in other respects, nor does senility ever pro- 
duce the general rigidity of Parkinson’s disease. 

Adjourned. 


Stated Meeting, January 27, 1596. 


President, Dr. JAMES HENDRIE LLOYD, in the chair. 


The first paper of the evening was by Dr. EDWARD 
N. Brus, of Sheppard Asylum, Md., on 


SOME CLINICAL EXPERIENCE WITH THYROID 
PeerACT IN¢ THE: TREATMENT OF IN- 
SANITY. 


Dr. Brush in his paper referred to the statement 
made by Dr. Clouston, Medical Superintendent of the 
Royal Edinburgh Asylum, in the annual report of that 
institution for 1892, concerning the use of the thyroid in 
myxoedema and subsequently in cases of myxcedemat- 
ous insanity, and its first application in this condi- 
tion by Dr. Macpherson, a recent member of the staff 
of the Royal Edinburgh Asylum ; and to the statement 
of Dr. Clouston, that hereafter myxcedematous insanity 
would, he trusted, ‘“‘ not again appear in our tables,” as 
in the future it would be treated and cured in its early 
stages. Dr. Brush then discusses the various investiga- 
tions which had been made concerning the functions of 
the thyroid, from the experiments of Shiff, 1859, down 
to those of recent date, and to the impossibility, in view 
of our limited knowledge, of exactly defining the func- 
tions of this gland; he said, however, that from experi- 
ments carefully worked out in the laboratory, and by 
clinical observation, the use of the thyroid gland in 
myxcedema, cretinism and certain forms of insanity was 
based upon scientific, physiological and rational thera- 
peutical principles, and had nothing in common with 
the empirical use of animal extracts so-called, employed 
apparently, upon the principle that “every part 
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strengthens a part.” In the treatment of myxcedema, 
and subsequently in the treatment of cretinism and in- 
sanity, attempts have been made to supplement the 
functions of atrophied glands, or of glands improperly 
or deficiently performing these functions, and the treat- 
ment of myxcedema and myxcedematous insanity and 
cretinism appears to have been conducted upon the 
theory that the thyroid administered either in extract 
or in substance could supply something which was lack- 
ing to complete normal physiological function. Dr. 
Brush then referred to the observations which had been 
made by all who had been associated with the insane, 
that their mental states were influenced by intercurrent 
bodily disease, and that sometimes recovery followed 
attacks of disease characterized by febrile action, and 
stated that the early use of the thyroid and treatment © 
of forms of insanity not associated with myxcede- 
matous appears to have been based upon observations 
made in the use of thyroid in other conditions, showing 
that a mild febrile reaction follow the employment of 
the gland. It was to induce this febrile reaction, Ey. 
Brush said, that first suggested the employment of the 
thyroid in non-myxcedematous cases of insanity. 

Dr. Brush then reported six cases in which he had 
employed the thyroid gland for various conditions of 
mental disturbance. Case I]. was a woman, age 51, who 
had been over two and one-half years under care, and 
some five years insane, when the thyroid was first em- 
ployed. ‘This case had been characterized by delusions 
of doubt and fear, especially by fear of contamination, 
and while the mental condition remained in many re- 
Sspects as impaired as before treatment, the patient was 
able, in many ways, to do things which she had before 
treatment been unable, because of her delusions, to per- 
form, and had better control over most of the ideas of 
contamination which harassed her. 

Case II. had been over a year under treatment when 
the thyroid was employed: she was a case of chronic de- 
lusional insanity, violent, untidy, destructive, with 
rough skin and scanty hair. She rapidly improved un- 
der the administration of the thyroid continued at va- 
rying intervals for three months. The gain in weight 
in this patient from February 13, 1895, until the roth of 
August of the same year, was nearly forty-four pounds. 
This patient had not wholly recovered from the influ- . 
ence of some of her delusions, but was able to go home 
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at the time last mentioned, and has been able to remain 
at home ever since in quiet andcomfort. Before the thy- 
roid was employed, her case had been looked upon as 
hopeless, and the friends of the patient had been re- 
quested to remove her. 

Case III. was a mild case of simple melancholia of 
several months’ duration, with some slight enlargement 
of the thyroid gland. This patient was first more de- 
pressed, there were at first, lossof weight and dimunition 
of red corpuscles of the hemoglobin with an increase 
in white corpuscles. At the time of the reading of the 
paper the patient was convalescent. 

Case IV. was a woman with attacks of recurrent 
maniacal excitement, manifested in 1872, 1883, and 1894. 
The last attack had been very prolonged and very vio- 
lent; and when the patient in November last was put 
upon the use of the thyroid, she was noisy, turbulent, 
destructive and untidy. On the 15th of November the 
first dose of the thyroid was administered, exactly one 
month from date the patient was among convalescent 
patients, quiet, lady-like, but somewhat depressed. In 
this case there was considerable loss of weight following 
the use of thyroid. Inthe first part of its employment 
the patient’s condition was so maniacal that it was im- 
possible to make a blood count or to take the temper- 
ature. There was, however, some evident elevation of 
temperature, flushed face, free perspiration and slight 
nausea. At the time of the presentation of paper this 
patient’s condition had continued to improve, and she 
was practically convalescent. 

The two remaining cases were of chronic melancho- 
lia in men in which no improvement was manifest. 

In the second case there was not only a marked gain 
in weight, apparently from the very beginning, al- 
though for the first ten days it was impossible to take 
the patient’s weight, but there was a remarkable change 
in the skin and hair, there was very free desquamation, 
and an abundant and rapid growth of hair on the scalp, 
which had been previously very short, scanty and 
harsh. The new hair was dark in color and soft and 
abundant. 

Dr. Brush concluded by stating that he was inclined 
to endorse the views of Dr. Bruce as expressed in the 
Journal of Mental Science, that the thyroid undoubtedly 
produced a more or less feverish condition, the action 
and reaction to which is of considerable benefit to the 
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patient, that it is a direct cerebral stimulant, that there 
is a strong probability that at some periods of life the 
administration of thyroid supplies some substance nec- 
essary to the bodily economy. 


DISCUSSION, 


Dr. FRANCIS X. DERCUM.—This subject presents it- 
self to my mindin two ways. In the first place, it seems 
to me that a drug which increases blood pressure, which 
increases vascular tension, which increases the pulse- 
rate, and is a powerful febrifacient, is a drug which very 
likely will modify chronic pathological changes, espe- 
cially slight changes such as those upon which insanity 
often depends. Another possibility is that through its 
effects upon the circulation, it may have a distinct stim- 
ulating effect upon the various emunctories. I] think 
that in one of Dr. Brush’s cases, a distinct increase of the 
secretion of the skin was noticed. It would be of interest 
to measure the urine in these cases. The drug may act 
as a stimulant, and indirectly by favoring the excretion 
of various toxic substances upon which the insanities 
probably depend. ; 

Our experience is entirely too recent to enable us to 
form any positive conclusions, but I think that such con- 
tributions as that of Dr. Brush, are of exceedingly great 
interest. | 

Dr. A. R. MouLTON.—In studying the literature in 
regard to the use of the thyroid in various cases; I have 
gone over much the same ground as Dr. Brush has done 
and will not take up time with a delineation of my re- 
search. I would say that Ihave been much impressed in 
my reading and conversation with those who have used 
thyroid extract, with the fact that there seems to be little 
unanimity of opinion with regard to its effect in any dis- 
orders outside of myxcedema. While one enthusiast 
may strongly advocate its use in melancholia and states 
of stupor, another observer thinks that it has no use ex- 
cept in myxcedema and in a few affections of the skin. 
It has been used to advantage in syphilis, not in conjunc- 
tion with mercury and iodide of potassium, chiefly I be- 
lieve in those cases that have resultant skin lesions. 

I did not hear Dr. Brush quote the cases of Dr. Charles 
K. Clarke, of Kingston, Ontario. Dr. Clarke has used 
the thyroid to a considerable extent and has reported the 
results of his treatment in five cases. Three of the pa- 
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tients were cases of chronic dementia, one was a case of 
chronic melancholia, and one a case of puerperal mania, 
or rather was ina stuporous state following puerperal 
mania. One case of dementia recovered in three weeks 
and had a relapse in one week after the drug was dis- 
continued. In another case of dementia the patient was 
worse physically and no better mentally for treatment, 
recovery was complete in ten weeks and the patient re- 
mained well. A third case of dementia was rational in 
two and a half weeks, and well in three weeks. I do not 
find any account of the subsequent history. A case of. 
delusional melancholia was completely changed in two 
and a half months, when the patient seemed to be recov- 
ering. . 

The case of stupor following puerperal mania was 
much improved in less than three months and was able 
to go home and resume her household duties, though 
not completely restored. These are very remarkable 
and surprising results. 

Dr. George R. Murray, of New Castle-on-Tyne, says 
that a relapse may be expected in myxcedema in about 
one hundred days after the discontinuance of thedrug. It 
would seem, however, that ininsanity, if relapse is going 
to occur, it will do so much more quickly. 

In England there seems to bea disposition to give 
up the use of the thyroid in most of the skin diseases, 
‘and it is being confined chiefly to the treatment of myx- 
cedema. 

Sir Hugh Brevor has reported the successful use of 
thyroid, in five-grain doses, continued ten weeks, in uni- 
versal alopecia; but Mackenzie, in commenting on Sir 
Hugh’s case, says he has used the remedy in this disorder 
without any beneficial effects. 

He alludes to the fact that patients with this usually 
incurable disease, sometimes get well independently of 
treatment. Hehas seen twosuch results, and is cautious 
against an erroneous conclusion when a remedy is tried. 

When [ note the wonderful changes that have been 
reported from the use of thyroid extract in insanity, I 
can but remember the fact that in many forms of insan- 
ity, if you do almost anything unusual, the patient will 
improve for atime; and when Dr. Brush spoke of the 
case of disorderly mania which became pleasant and 
agreeable under the use of thyroid extract, I recalled 
the case of an old gentleman some years ago, who in- 
sisted upon spitting on his doctor and using him very 
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roughly, but who got into a much better state under the 
use of tobacco. I have seen epileptics improve very 
much after the introduction of a seton, and their convul- 
sions are usually lessened when the bromides are re- 
placed by cod liver oil. We have, of course, all seen 
‘temporary improvement, and even recovery, follow an 
intercurrent disease, and it was partly due to that fact 
that Clarke was induced to experiment with the use of 
thyroid. 

I am loath togive much credence to some of the state- 
ments of the wonderful results following the use of this 
remedy, when I know that very simple means will bring 
about decided changes in mental disease. To-day, being 
aware of the fact that nearly every gentleman who has 
used the thyroid in mental disease, as well as in myxce- 
dema, has spoken of the increase of the pulse, I made ex- 
periments with distilled water on a number of patients, 
and much to my surprise found that three minutes after 
the injection, the pulse was increased on an average, 
twenty-five beats, falling back to the normal in six min- 
utes, and insome to considerably below normal. Thecase 
which seemed most wonderful to me, was one in which 
there wasan intermittent pulse,seventy-five tothe minute. 
After the injection of twenty minims of water, the inter- 
missions were entirely corrected, the pulse beating sixty 
per minute. Six minutes later it was sixty-six. An 
hour later, the pulse was still beating regularly. It 
seems to me that we may put too much reliance on the 
remedy that we may be using, and give it too much 
credit. At the same time! think that such investiga- 
tions, a report of which we have heard to-night, are of 
the greatest value, and I approve of them most heartily. 

My personal experience with thyroid extract has not 
been an extensive one. I am giving it now toa patient 
with agitated melancholia. He has been taking the 
remedy for about a month. There is no increase in the 
pulse, the temperature has not been affected, and none 
of the symptoms have appeared that have been men- 
tioned by nearly all writers ; indeed, I cannot see that he 
has been in any way affected whatever. 

Dr. WILLIAM OSLER, of Baltimore.—This subject is 
one of exceptional interest. Whatever may be the func- 
tion of the internal secretion of the thyroid, one very 
important work that it has to do, is to stimulate brain 
metabolism, for certainly the absence of that function is 
char cteristic of all casesof myxcedema. Whether they — 
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have profound mental symptoms or not, there is an ex- 
traordinary cerebral apathy. The cases of myxcedema 
that have come under my care, have not had insanity, 
but they have all had profound apathy. ‘The change in 
the physical condition; the loss in weight, the extraordi 
nary change in the nutrition of the skin and the nutri- 
tion of the hair under the use of thyroid extract has not 
been so striking as the change in the mental condition. 
The patients have become bright and intelligent and 
have been able to resume their social duties. It does 
seem to me that we must regard the thyroid extract as 
containing a most potent cerebral stimulant which does 
alter in some way the metabolism of the nerve centres 
and stimulates them in a most extraordinary manner. 
Dr. CHARLES K. MILLs.—I have not had much expe- 
rience with the use of the thyroid in insanity, but I 
should like to refer to one experience in the past year. 
More than a year ago a patient came to me from the 
west suffering from a disease which has been described 
by Dr. Dercum as adiposis dolorosis. She had parox- 
ysms in which her arms and legs became much swollen 
generally, and in spots, with great pain along the nerve 
trunk, and in the legs below the knees. She was unable 
to walk. She also had a peculiar mental condition, 
whether due tothe suffering or as a part of the disease 
itself, might be a question. She was emotional, very 
much depressed, hysterical, and suffered much from in- 
somnia. After a weekortwo,I put heron thyroid ex- 
tract in five-grain doses, increasing toten. This caused 
nausea and vomiting and one or two febrile attacks, and 
finally I decided on a small dose, two to five grains, 
which she continued to use. During the year she has 
been most of the time on this treatment, and has made a 
most remarkable improvement. The paroxysms have 
almost entirely stopped. There has been a general de- 
crease in body weight, a decrease in the general morbid 
swellings, and almost entire disappearance of the knotty 
swellings and the painful conditions. Her mental con- 
dition isalso muchimproved. I think that the case is 
worthy of recordin this connection as a special case. 
Dr. EDwarD N. BrRusH—In regard to the point made 
by Dr. Moulton, I have stated that none of these patients 
knew that anything unusual was being done. The ex- 
tract was administered not by injection but by the mouth. 
In the paper I dwelt upon the fact that we must bear in 
mind that any unusual physiological perturbation in 
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insane Perens is apt to produce change in the condi- 
tion. 

I agree with Dr. Osler that the thyroid has a distinct 
stimulating effect upon the higher nerve centres. In 
talking of it Il have compared the effect to that of cocaine, 
except that it is more lasting. : 

With regard to the excretion of urine. The amount 
of urine is decidedly increased in some of the cases. In 
two cases now under observation, we are making daily 
measurements, and there is an increase in the urine and 
there is said to be an increase in the nitrogen. There is 
also a stimulation of the blood-making function. At first 
there is a decrease in the number of corpuscles, but then 
they increase very rapidly. 
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Dr. WILLIAM OSLER, of Baltimore, read notes on 


(1) PERIPHERAL NEURITIS FOLLOWING SUN. 
STROKE. 


fee YNUSUAL TYPES OF PARAESTHETIC MER- 
ALGIA, 


(3) LABYRINTHINE VERTIGO AND OCULAR. 
3 DEFECTS. ? 


DISCUSSION, 


Pr. >. WEIR MITCHELL.—As to the last paper of Dr. 
Osler, I am under the belief that I was the first to call the 
attention of the general profession to the existence of ver- 
tigo in connection with ocular disturbance, whether 
muscular or of accomodation. I think that this was in 
1872. Irecall one case which parellels the one reported 
by Dr. Osler. The patient, a well-known manufacturer, 
having gone the rounds of the neurologists, was referred 
tome. I! found that he was suffering from intense ver- 
tigo of a peculiar type. It came on when he first went 
out of the house in the morning. As soonas he got out 
of the door, he would stumble down the steps and along 
the pavement for some distance. He always pitched to 
the left. I told him that I thought that it was an affair 
of the eyes He said that two or three others had told 
him the same thing, and that he had had glasses ap- 
plied. I referred him to Dr. Thomson, who applied 
pepe: glasses, and he beca:ne a new man. He never 
ad any discomfort after the new glasses were applied. 
In regard to the question of muscular hyperesthe- 
sia. We all know that there is a temporary condition 
which arises from excessive exertion, when the muscles 
become sore to use and sore to handle. Sometimes this 
condition becomes permanent. The mechanism of 
tissue, change to repair appears to be interfered with. 
We met with many such cases during the war. A good 
many notes of these were taken by Dr. Moorehouse and 
_ myself. There were men who after long and hard 
marching, day after day, underfed and overworked, got 
into a condition something like permanent muscular 
fatigue, with a certain amount of general feebleness, 
making them quite incompetent. A good many of these 
cases finally got into the hospital, and exhibited a con- 
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dition, which at that time, was to me novel. It con-— 
tinued for weeks and months, and was only cured by 
rest, good food and tonics. It usually got very slowly 
well. In hysteria, in women I have seen cases where 
every motion of the body gave rise to pain, and every © 
muscle of the body was apparently as painful as are the 
muscles in certain cases of neuritis. These cases com- 
monly c n be cured by massage and rest. 

As to the very interesting cases of meralgia, I have 

just seen such a case in a neighboring city. Some 
years ago the patient, a lady, after skating walked home ~ 
in astrong’ wind. Following this there was a swelling 
of the thigh, which was so great, and accompanied by 
so much heat, that it was considered an abscess. F%1- 
nally, the swelling passed away, leaving the thigh a 
little larger than before. Then followed an anesthetic 
condition which continued for along time. This passed 
away and the part became hyperesthetic. At the pres- 
ent time there remains deep soreness, and the deeper 
the pressure the greater is the discomfort an : even pain. 
All of the symptoms are brought to a maximum by ex- 
ercise. Otherwise she is in sturdy health. 

There are somewhat similar cases where the trouble 
is distinctly in the periosteum, and this should be 
borne in mind. Many years ago I saw a lady who had a 
swelling of the thigh, followed by anesthesia and hy- 


peresthesia, which passed away, leaving intense pain | 


on walking. I insisted on a surgeon cutting down, and 
there was found a little thickening. of the periosteum 
and half a teaspoonful of pus. The second case was 
that of a gentleman from the West, who had suffered for © 
years, and was supposed to be hysterical. He had two 


spots at the lower part of the tibia, where he had, at | : e 


times, intense hyperesthesia, and then this would pass 


away toreturnanew. Finally, I insisted upon an oper- 


ation. Dr. Morton cut down on the bone and found two 
small cysts in the tibia about the size of marbles. — 
These were removed and there was no further trouble. 

In both of these cases there were many of the symptoms — 


usually found in the cases which probably are more — 
purely neuroses. : 


LESIONS OF THE CORTICAL TISSUES INDUCED 
BY ACUTE EXPERIMENTAL ALCOHOLIC 
POISONING,’ 


By HENRY J. BERKLEY, M.D., 


Baltimore, 


HE only literature I have been been able to find on 
the subject of experimental changes in acute 
alcoholic poisoning is in the incomplete article by 

Dehio (Centralblatt f Nervenheilkunde und Psychiatrie. 
March, 1895). He rapidly poisoned guinea-pigs with 
considerable quantities of the drug, the largest amount 
reaching 25 c.c. of 96% alcohol. Death followed in the 
most acute case in one hour, in the slowest in thirty-four 
hours. The method of preparing the microscopic sec- 
tions was by the Nissl formula. The author confines his 
research on the cellular changes, entirely to the Pur- 
kinje cells, and does not consider the vessels or their 
contents. 

In the cases that died from the poisoning within a 
very short time, no pathological lesions were found, but 
in those of longer duration he discovers changes in the 
chromatin structures of the cell, and greater receptivity 
of the protoplasm to the stain than is usual, but the 
nucleus and nucleolus remain unchanged. These very 
slight lesions of the nerve cell are debatable on the 
ground that it is impossible with Nissl’s method to pro- 
duce constantly the same degree of staining, also that a 
definite alteration in the nucleus of a cell is of more 
positive value than greater or smaller absorption of a 

dye by the cellular substance. In view of the results 
obtained from the present research, it is unfortunate 
that Dehio fails to note whether there were lesions of 
the blood-vessels’ sheaths, or of their contents, for as we 
already are aware, the soluble poison ricin, is capable of 
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producing decided degenerations of the elements of the 
vascular walls in much shorter time than thirty-four 
hours. : , : 

The three rabbits, whose brains were sent me by Dr. 
Friedenwald for the purposes of this study, were 
poisoned by a somewhat different procedure than in the 
foregoing work, namely, by slowly increasing doses of 
the poison, until the animal had established a certain 
‘tolerance, and then increasing it to a considerable 
amount, which was maintained until the animal died, a 
method of treatment that does not differ widely from 
the course pursued by a man on a continual spree. 
While the doses were large they can hardly be said to 
greatly exceed the amount taken by many men while 
on a debauch, and from which they eventually may re- 
cover, perhaps after an attack of delirium tremens, or 
some other form of alcoholic psychosis. Thus a man 
weighing 150 pounds, would take in the same propor- 
tion fifty times the amount of alcohol as a three-pound 
rabbit, and accordingly, would obtain a daily allowance 
of 750 c.c. absolute alcohol, equal to about 1,500 ¢c.c. or- 
dinary whiskey, with the difference that the ethyl alco- 
hol is perhaps less deleterious to the tissues. 

I insert here a condensed table of the rabbit his- 
tories, which shows some interesting facts. The loss of © 
weight in the three animals is enormous. The first case 
lost approximately three-fifths of its weight, the second 
seven-twelfths, the third five-ninths; an enormous di- 
minution, considering that the animals were fed and 
taken care of in the best possible manner, without 
which they could not live. Another point of note is 
that the resistance of the animals to the poison is not 
entirely proportionate to their weight, for the heaviest 
one received only a total of 165 c.c. of alcohol, and the 
next heaviest, weighing thirty grammes less, received 
no less than 260 c.c., nearly one hundred cubic centime- 
tres more before the exitus. 

Death occurred in all the cases approximately in 
three weeks. The principal gross anatomical lesion 
found at the autopsy was a fatty condition of the heart 
muscle, and this seems to be present in all animals sub- 
jected to continued administration of alcohol, in which 
sufficient time, between the doses is not allowed for. 
complete elimination. 
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TABLE OF CONDENSED RABBIT HISTORIES. 
ACUTE ALCOHOL SERIES. 
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THE MICROSCOPIC EXAMINATION OF THE NERVOUS 
ELEMENTS AND NEUROGLIA. 


The tissues of the brains were hardened in Muller’s 
fluid and absolute alcohol. The staining was accom- 
plished by the Nissl and silver phospho-molybdate 
methods. 

With the aniline stain, alterations are not very defi- 
nite, beyond a few cells located in the immediate neigh- 
borhood of clogged vessels. Here the cellular proto- 
plasm, refuses, under the method, to show its stichoch- 
romic structure, and appears uniformly and finely granu- 
lar, and besides does not take up as much of the dye as 
other, more normal,cells. In these individual cells there 
is beginning swelling of the nucleoli, which fill out 
more than natural of the nuclear ring, and appear 
slightly roughened. The nuclear dust has not agegre- 
gated into clumps, and becomes adherent to the nucleo- 
lus, as in some of the more chronic cases seen in the first 
study. 

In the wide areas where the disturbance of the circu- 
lation has been less well defined, changes in the proto- 
plasm and nuclei of the cells are not very positive, and 
show almost entirely, in that the stichochrome particles 
of the protoplasm are seen somewhat less clearly than 
normal, and the protoplasm, as an entirety, shows greater 
receptivity to the aniline stain than is customarily seen 
in control slides, or better, will not bleach out with the 
same facility that it ordinarily does, Nucleus and nu- 
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cleolus appear to be strictly natural. ’The striated 
arrangement of the thicker dendrites of the neuron, near 
the cell body, is always seen. er 

The silver phospho-molybdate method shows much 
more positive changes than the Nissl, but these are con- — 
fined entirely to the dendritic stems beyond the point 
where they become tinged by the aniline stain. These 
alterations in the dendrons are not seen everywhere in 
a section, but at comparatively frequent intervals, cor- 
responding probably to the areas of greatest damage to 
the circulatory apparatus, for it should be remembered 
that the smaller vessels are no longer distinctly seen in 
the silver slides. 

The departures from the normal in the dendrons 
have two forms, swelling of the branches, and apparent 
atrophy. Dendrons in clusters, in all lavers of the cor- 
tex, are seen to have irregular tumefactions in the course 
of their stems, extending over considerable distances 
in their long diameter, which suddenly decrease to the 
natural calibre of the stem. The majority of the gem- 
mulae are lost over the extent of these tumefactions, 
though here and there the buds are found projecting. 
from the sides of the enlargement. Even the branches 
that have little of the tumefaction, have considerable 
diminution of the lateral buds. ‘The gemmulae still 
retained, have lost some of their chief characteristics, 
the rounded knobs at their terminations are lost, and 
they show only as even projections from the sides of the 
protoplasm of the stem of the dendrite. Often, they 
have a larger than usual size from insertion to term- 
ination, which would seem to indicate that they, as a 
portion of the protoplasm of the dendron, are swollen. 

Quite as frequent as tumefaction of the dendrites is 
aprocess of apparent atrophy, with almost complete 
stripping off of the gemmulae from the stems. ‘This 
diminution of the calibre of the dendrite may be only 
apparent, and caused solely by the shedding of the side 
_ projections, thereby producing an apparent reduction of — 
the calibre of the stem, but varicosities are entirely 
absent from the dendrites of these neurons. 

As far as can be determined, the axons and collate- 
rals are not implicated in the process of degeneration of 
the dendrites, also no involvement of the cellular body. 
can be found. Some of the corpora, it is true, stained 
incompletely, but whether this is owing to an imperfect 
impregnation with the silver salt, or to damage to the 
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protoplasm from the poison and defective circulation, 
could not be determined. | 

The dendrons of the Purkinje cells seem to have 
escaped to a large extent the changes so apparent in 
the cortex of the cerebrum. Whether this is due to the 
differences in the circulation of the several regions I am 
unable to say. 

NEUROGLIA, 


The number of fixed tissues nuclei stained in the 
Nissl preparations does not indicate an increase in the 
numbers of these elements throughout the cortex. In 
_ the silver slides the support elements proper, so far as 
the stain shows, present no variation from the control, | 
but on the other hand the vascular neuroglia gives indi- 
cation that alterations are taking place within its struct- 
ures, and show considerable variations from’normal 
preparations. The cell bodies are larger, the protop- 
lasm extensions are thick and knotty, and the arms 
extending toward neighboring vessels are more promi- 
nent than in the control. Altogether the impression is 
given that these cells are somewhat swollen. 


CHANGES IN THE BLOOD-VESSELS SEEN WITH NUCLEAR 
STAINS. 


Arteries and Intermediary Vessels.—The nuclei of 
the endothelial cells are everywhere swollen, and in 
places are fragmented, and receive either too little, or 
more rarely, too much of the dye. The cell substance 
is also distinctly undergoing retrogressive alterations. 
The cells of the intermediary vessels look as if they 
had been subjected to severe strain, as their even con- 
tours are distorted, and have many irregular bulges in 
their outlines. : 

The change in the muscularis of the arteries is 
equally interesting. Nuclei are now and then absent 
from areas of the median wall of the vessel, and in those 
that remain certain abnormalities are apparent; one-half 
of a nucleus being occasionally unstained, and present- 
ing the appearance of a vacuole, while in the other por- 
tion the chromatin particles take the dye fairly well, 
and the karyoplasm also receives a portion of the stain. 
The nuclear membrane surrounding, the entire nucleus 
is distinct and stained. | 

But it is in the substance of the muscular protoplasm 
that the lesions are most apparent, and show that the 
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cells are undergoing a retrogressive process. They no 
longer have their substance dearly stained, but it is 
turbid, even hyaline in appearance. ‘The protoplasm, 
too, is considerably swollen, and its receptive quality 
to the dye is no longer good, the Virchow- Robin lymph 
space is entirely obliterated, and in those portions 
where the tumefaction is most pronounced, there is also 
almost complete obliteration of the His lymph space, 
the outer lamina of the vessel being pressed closely 
against the limiting membrane of the perivascular 
sheath. 

Changes in the adventitia are not so distinct as in 
the two inner coats, though in places it holds consider- 
able numbers of leucocytes. Some are found lying packed: 
between the adventitia and the outer wall of the lymph 
space. These elements are swollen and necrotic. 

The contents of the perivascular spaces, where the 
degree of compression is insufficient to obliterate them, 
is instructive. There are large numbers of leucocytes 
in various stages of degeneration, and besides there 
is frequently a number of large protoplasmic bodies, 
several times the size of a polynuclear leucocyte, very 
eranular, and without nucleus, that probably are formed 
from the remains of partially broken up lymphoid cor- 
puscles, that have aggregated into crescentic or oval 
forms. Besides these bodies there is a quantity of det- 
ritis, finely granular in character, not sufficient to cause 
without the aid of the lymphoid cells, any blocking of 
the nutrient currents. Osmic acid produces a slight 
blackening of the degenerating white corpuscles, also 
of the detritus within the spaces. 

The capillaries, like the intermediary vessels are tor- 
tuous and twisted, their nuclei show changes similar to 
those in the larger vessels, the cells have depart- 
ures from the normal in staining, and here and there in 
the lumen are plugs of white blood corpuscles, which, 
from their closely packed appearance, must have entirely 
stopped the circulation of the blood in the vessels before 
death. ‘The lumen beyond the plugs is entirely empty. 

Veins.—Changes in the coats of these vessels are simi- 
lar to those in the arterial system, but aggregations of 
dying polynuclear corpuscles are more frequent, and 
are by far the most striking feature both of their con- 
tents and surroundings. 

These aggregations, which may vary from three or 
four, toa dozen or more, are located both within and 
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without the lumen of the vessel (especially the smaller 
ones). Within the lumen are collections of white cor- 
puscles filling the interior, and numbers are seen pene- 
trating the walls. So numerous are the collections inthe 
peri-venous spaces that the whole cavity is occasionally 
filled, and backward pressure from the plugs and com- 
pression of the vessel from the outside has attained 
such a height, that in a number of instances the vessel’s 
walls have ruptured, and red corpuscles are intermin- 
gled with the white and fill the space completely. In 
one instance the site of the rupture was located in the 
section. All the leucocytes, within and without the ves- 
sels, show more or less evidence of degeneration, in 
some extending to erosion and disintegration of the 
cells. 

The individual arteries, particularly the medium 
sized ones, are quite differently affected by the morbid 
process, some showing lesions of a character much more 
advanced than others. This would appear to depend 
largely upon the numbers of lymphoidal plugs, both in 
the smallest arteries and capillaries, for where they are 
thickly scattered, there the amount of arterial degener- 
ation is greatest, particularly the lesions of the muscu- 
laris. It would thus appear that at some period ante- 
dating the death of the animals, that collections of leu- 
cocytes formed in the smaller vessels and veins, and a 
slowly increasing backward pressure upon the arteries 
began, not sufficient, it is true, to occasion complete 
stasis, but enough to create an unusual pressure upon 
them, and this pressure in combination with the poison- 
ous effects of the alcohol carried with the nutrient flu- 
ids, caused degeneratien of the cellular elements form- 
ing the blood vessel’s walls, the stress of the action fall- 
ing upon the inner coats of the arteries, 

This severely increased pressure is probably only an 
exaggeration of what ordinarily follows the administra- 
tion of a moderate amount of alcohol to an animal. 
There soon follows the ingestion, a dilatation of all the 
arteries of the body from the paralyzing action of the 
drug on the vaso-constrictor nerves, and this endures a 
variable time, according to the quantity of alcohol 
taken. But the apparent fact that the gray substance 
of the cerebrum has a different innervation for its arte- 
ries than other portions of the body, becomes in this 
instance, a factor of great importance. Vascular nerves 
may be found without trouble or difficulty in muscles, 
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glands, etc., by the silver and other ‘stains, but in the 
substance of the encephalon they are neverto be seen 
with similar staining methods; hence it is fairly tome 
sonable to suppose that they are not present in this lo- 
cation, and that some other controling mechanism takes 
their place. I have most carefully looked for them in © 
many brains, both human and of the lower animals, but’ 
have never seen the slightest traces of their presence . 
within the nervous structures. ‘They are to be readily 
found in the soft meninges of the brain and in the 
choroid plexuses, but nowhere within the proper sub-— 
stance of the cerebrum. uke and Andriezen, who 
have made researches in the same field, have also failed 
‘to find them. es 
The mechanism controling the cortical arteries, is. 
therefore, presumably, different from that in other por- — 
tions of the body, and the muscular cells are less di- 
rectly under the influence of nerve control. What isthe 
result when we havea stimulant administered? The 
muscular cells under the influence of the direct action of 
the poison, and free from any power to urge them to | 
contract after the immediate effect of the toxic sub- 
stance has passed, remain for a long time inert, the con- 
gestion of the cerebral tissues is long continued, larger 
amounts of poisoned blood pass through the brain, and 
incidentally a greater proportion of alcohol than to 
other tissues, the deteriorated serum is transudedin in- 
creased quantities, it is carried into the lymph spaces 
surrounding the cerebral cells, their structures are 
bathed in the diluted alcohol, and their activity isdulled 
by the narcotic, weakened as it is by the serous fluid, 
inertia and torpor, of the functional activities of the 
cells, is the result,and it is only after the long continued 
elimination of the poison from the system that they re- 
sume their normal functions. ee 
If the quantity of the poison to which the tissues are _ 
subjected is very considerable, and continued from day 
_to day, and the emunctories become clogged for a long 
time, the damage to the vascular wall is proportionately _ 
greater. Judging from the present cases, the damage 
may proceed to necrotic changes in the endothelialand 
muscular cells; leucocytes formed in other portions of 
the body accumulate in the cerebral vessels, from the. 
increased amount of blood brought by the arteries not 
being carried off promptly by the venous system, there- | 
fore, we have a constant accumulation of these corpus- | is 
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cular elements, terminating finally in blocking of the 
capillaries and smaller veins, diapedesis, choking up of 
the perivascular lymphatic channels, finally clogging 
of the lymph flow, and eventual damage both to the 
walls of the arteries by backward pressure acting on a 
tissue already prone to undergo degenerative changes 
from the deleterious effects of a poisonous drug, and to 
the veins from abundant extravasations and transuda- 
tions of the corpuscular cells. 
In conclusion, the large dependence of the lesions of 
the nerve elements upon the vascular is very readily 
demonstrated in the Nissl slides by all the alterations 
of importance being in the neighborhood of damaged 
vessels, while those supplied by a more steady current 
of nutrient fluid show only. uncertain departures from 
the normal in their chromatin. It is hardly necessary 
to add that these latter lesions, though slight, are but 
the precursors of deeper degenerations of the proto- 
plasm, which eventually show in the nuclear alterations 
of the more chronic cases. It would appear as an inter- 
pretation of the significance of the silver preparations 
that considerable destruction may take place in the den- 
dritic stems from the combined effects of the alcohol 
and the damage to the nutrient supply, and that these 
lesions may be present in the advanced degree, before 
any implication of the corpus with its inner structures, 
is discoverable. 
' The lesions of the blood-vessels and their contents 
are pre-eminently the most important facts established 
by this study. We have in some measure already ad- 
vanced the theory that changes in the constituent ele- 
ments of the blood are among the first alterations pro- 
duced by the poisonous effects of alcohol on the blood- 
forming organs, in other words alcohol has a decidedly 
disturbing influence on the blood formation. This is 
in conformity with what is seen in the clinic, and may 
at some future time form the basis of an interesting 
blood investigation. The exceeding abundance of the 
polynuclear leucocytes in and around the cerebral ves- 
sels of the rabbits show that there is most probably ex- 
cessive production of these elements, but we know 
‘nothing of the numbers of the red corpuscles, though in 
all likelihood, there is the same diminution as in so 
many other anaemic states. 

The formation of the many thrombotic plugs of 

lymphoidal elements is very remarkable and interest- 


% 
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ing, as are also the numerous transudations of these 
corpuscles through the vascular walls, indeed so numer- 
ous were they in some instances that they compressed 
the sheaths of the small intermediary vessels and prac- 
tically closed them. 

The study has shown what has never before been 
demonstrated, that poisoning with alcohol in consider- 
able doses, continued over a moderate time, will produce 
decided and ascertainable lesions of the nutrient struct- | 
ures and nervous elements of the cerebrum, very simi- 
lar in character to the pathological lesions produced by 
other more virulent soluble poisons. One point should 
be borne in mind between this study and a similar one 
upon the human alcoholic brain, that man has through 
long generations been accustomed to the use, or 
abuse of alcohol, in some form, and has established a 
certain degree of tolerance to the drug, and therefore 
the poisonous effects will be less pronounced than in 
animals that have established no hereditary tolerance. 


Dr. FRANCIS X. DERCUM presented 


menor OF TROPHIC ULCERATION OF THE 
FEET. 


_ 4H.C.1., female, aged 21 years, housekeeper, Amer- 
ican. | 


Family [istory.— Negative. 

Personal History.—Patient did not menstruate until 
_ She was eighteen years of age. In average health, with 
the exception of an attack of chills and fever when she 
was ten years old, up to seven years ago. At that time 
she noticed on the sole of the left foot a sore which re- 
sembled a frostbite, and which lasted the bettér part of 
the winter. Towards summer it disappeared, to be fol- 
lowed the next winter by a recurrence in the same sit 

uation. This time, however, an ulcer appeared upon the 
sole of the other foot. As before, both ulcers persisted 
during the winter, and healed again during the sum- 
mer. ‘This sequence of phenomena recurred every suc- 
ceeding winter until the present time. Patient states 
that the trouble has always been accompanied by 
numbness. 

Was first examined on September 10, 1894. At that 
time a painless ulcer existed on the inner aspect of the 
right foot, in the tissue over the meta tarso-phalangeal 
articulation of the great toe. It was confined to the 
skin and subcutaneous tissues, and did not in any way 
involve either bones or joint. It was found that the 
skin was absolutely anesthetic over the toes and distal 
ends of the metatarsal bones. Above this area, the tac- 
tile sense was preserved but slightly diminished. The 
temperature sense was, however, lost and this loss ex- 
tended to about one inch above the malleoli. The pain 
sense was also lost in the same area, and this loss ex- 
t nded up tothe knees. It was further noted that the 
nail had been lost from the middle toe of the left foot, 
its situation being covered by an old cicatrix. A sensory 
examination of the left foot revealed practically the 
same sensory losses as the left foot. It was further no- 
ticed that the calf muscles were either atrophied or 
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poorly developed. The right leg, at its greatest circum- 
ference, measured but 26 centimetres, the left 29 centt- 
metres. This lack of muscular development was also 
noted in the arms, the right measuring 18 centimetres 
and the left 18.75 centimetres. Muscular development 
as a whole is poor. The KJ’s were + on both sides. No 
sensory disturbances were noted elsewhere. 

She was again examined in January of ’95. No 
changes were noted save a loss to temperature sense in 
the tip of the right forefinger. Measurements of the legs 
revealed, however, a slight decrease in their circumfer- 
ence, for instance, the right leg measured 25.3 centi- 
metres, the left leg 26.2 centimetres. | 

Was re-examined January 16, 1896. Left foot. Exten- 

sive perforating ulcer of the ball of foot. There is also. 
greenish slough covering ulcer. On dorsal aspect of 
fourth toe is a similar, though much smaller perforating 
ulcer. External border of ball of little toe shows scar of 
formerulcer. Loss of temperature sense as at previous ex- 
amination, save that the responses on the external aspect 
of the leg are much more uncertain than at previous ex- 
amination. On theinner and posterior aspects of the leg 
the thermal sense is preserved, though evidently dimin- 
ished. ‘Total loss of cutaneous sensibility over toes, ball 
of foot and small area aninch anda half back of the toes. 
Tactile sense preserved elsewhere. Marked loss of the 
pain sense as far as lower third of thigh. Loss is more 
marked anteriorly than posteriorly. 
Right foot.—-Presents perforating ulcer of ball of little 
toe in process of healing ; small healed perforating ulcer 
on tip of middle toe; small perforating ulcer healed on 
dorsum of fourth toe. Temperature sense absolutely 
lost over dorsum and sole of foot up to a line above the 
malleoli; also impaired over leg, but impairment not so 
marked as in left leg. Analgesia marked all over and 
in the lower two-thirds of the leg. In the upper third 
and over the thigh the pain sense is diminished. 

KjJ’s+. ‘Tips of fingers, especially in the left hand, 
are distinctly anesthetic in regard to temperature. 
Tactile sense preserved. Pain sense diminished in fin- 
ger tips up to about the middle phalanges. Both legs 


my distinctly wasted, the right apparently more than the 
lett, 3 


Adjourned. 


Stated Meeting, March 23, 1896. 
President, Dr. CHas. K. MILLS, in the chair. 


PeaUMATISM AND “HAMATOMYELIA “AS 
CAUSES OF SYRINGOMYELIA. 


‘By DR. WM. G. SPILLER, 


From the Wister Institute. 


HE following case of fracture of the fourth cer- 
vital vertebra occurred in the service. of Dr. 
Willard at the Presbyterian Hospital. We desire 

_ to thank him for permission to use it in this paper. The 

article will appear more in detail in the /uternational 

| Medical Magazine tor April, but the present paper has 
been rewritten and much changed with the exception of 
the short histological report. 

When examined microscopically the fifth cervical 
segment showed considerable alteration of tissue, above 
the lower part of the fourth and below the upper part of 
the sixth segment very little that was pathological 
could be noted. In the fifth cervical segment the fibres 
of the median portion of each lateral column were 
pressed from a longitudinal into a horizontal course; in 
the upper part of the segment each anterior horn was 
encroached upon at its posterior border by these fibres ; 
slightly lower the interior of the right anterior horn 
was filled by a mass of fibres from the antero lateral 
column, and was surrounded at all points by a hemor- 
rhagic ring of gray matter; still lower in the segment 
the anterior border of each anterior horn was broken 
through by penetrating fibres. The force seemed to 
have been exerted at the centre of the cord and from 
the front, probably from pressure of the fifth cervical 
vertebra, and it appeared as though a wedge of fibres 
had been driven into each anterior horn from the white 
matter. The hemorrhage in the white matter was not 
great at any point; throughout the destroyed area there 
was extensive hemorrhage in both anterior and pos. 
terior horns, leaving the commissures free, and this was 
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greatest at the upper part of the sixth segment, where) 


the fibres of the white matter appeared normal. This 


partiality of the hemorrhage for the gray matter is very _ oa 
striking. Many swollen axis-cylinders were noticed, — 


especially in the direct cerebellar tracts at the lower 
portion of the lesion; a few could also be seen in the 
anterior part of the posterior columns; otherwise these © 
columns were in a normal condition. It would have 
been impossible to imagine from the external appear- — 
ance of the cord that such serious changes had taken 
place at the centre. | oe, 

The points of special interest in this case are: | 

1. The freedom of the posterior columns from injury — 
with the exception of a few swollen axis-cylinders, 


which might easily have been restored incourse of time _ 


to their former condition, or even if degenerated would 
not have caused permanent and serious symptoms. 


2. The comparative freedom of the white matter 


from hemorrhage and the great involvement of the gray 
matter. 
It is believed by certain writers (Gowers, Charcot, 
etc.,), that fibres of muscular and tactile sense are © 
located in the posterior columns. In our case as these 
columns are preserved if such a theory is true these 
fibres would have shown no alteration of function after 
recovery from the primary shock to the cord provided ~ 
death had not occurred. | Mae 
The evidence in favor of the location of muscular 
sense in the posterior columns is greater than that of 


tactile sense. Lesion of one-half of the cord is accom. — a 
panied by loss of motion and of muscular sense on the 
same side, and of the other forms of sensation on the 


opposite side of the body. The only sensory fibres with 
which we are acquainted which decussate high in the 
cord,and thus explain the loss of muscular sense on the 
side of the lesion, are contained in the posterior columns, — 
and the decussation is in the medulla oblongata. L 

Cavity formation of the gray matter, in which tactile 
sense is not usually involved, indicates that these tactile 


fibres do not pass through the gray matter of the cord, 


unless they are are to be found in the fine fibres of 
Lissauer’s zone, as held by Menzel, who supports his 
argument by the statement that in Friedreich’s disease 
sensation is so little affected, although the posterior 


columns are greatly degenerated and Lissauer’s zone is 


not involved. 
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V. Bechterew* has recently expressed the opinion that 
fibres of tactile sense do not all cross in the cord, and 
that those from the legs decussate more freely than 
those from the arms. 

In regard to trophic fibres, Fraenkel’ has just pub- 
lished in Vienna the results of important investigations 
in which he has found hypertrophy of the walls of the 
small peripheral arteries 1n thirty-six cases of chronic 
nervous diseases, in which trophic disturbances are com- 
mon, the same condition existed likewise in the arteries 
from the walls of tabetic ulcers. His conclusions are 
that the so-called trophic changes are vasomotor and 
angio-sclerotic in nature, and that the thickening of the 
vascular walls must be considered as neurotic angio- 
sclerosis. 

V. Lenhossék* has described cells in the chick, appar- 
ently motor in function from their appearance, which 
are located in the anterior horns and send their axis- 
cylinders through the posterior horns, and posterior 
roots into the spinal ganglia. Kolliker believes these 
axis-cylinders pass into the sympathetic ganglia, and 
that they may be vasomotor and visceral fibres. Irrita- 
tion of the posterior roots in young dogs has caused 
dilatation of the vessels in the area from which these root 
fibres come. If we may connect the discovery of v. 
Lenhossek with the results of the investigations of 
Fraenkel, and may consider that trophic changes are in 
large part of vascular origin; and if vasomotor fibres 
pass from the anterior horns through the posterior roots 
we can understand the frequency of trophic disturb- 
ances in syringomyelia,—a disease essentially of the 
gray matter, as well as in tabes, a disease essentially of 
the posterior roots. 

Future investigations must decide ie question. At 
present vasomotor symptoms are not considered com- 
mon in syringomyelia according to Prus’. 

Many cases of syringomyelia, in which the lesion 
was limited to the gray matter, have shown that thermal 
and trophic fibres, whether the latter be considered 
merely as vasomotor fibres or not, and those for the 
sense of pain must have part of their course in the cen 


” Deutsche Zettsch. f. Nerv., Vol. viii., No, 1 and 2. 
3’ Wiener Klin. Wochenschrisi, 1896, Nos. 9 and to. 
* Der feinere Bau des Nervensystems, page 276. 

* Archiv. f. Psych., 1895, page 774. 
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tral gray matter. As this was greatly injured in the 
present case the function of these .fibres would have 
been permanently altered, at least for the upper extrem- 
ities. : 

We, therefore, have in this cord the changes neces- 
sary for the symptom-complex of syringomyelia, pro 
vided we can accept the theory mentioned for the 
function of the posterior columns. Had this man lived, 
which was not impossible when we recall the case of 
traumatism of the cervical cord described by Dr. Lloyd 
and pictured in Dr. Dercum’s book, we may imagine 
what his symptoms would have been. He must have 
been paralyzed in all four extremities, must have had ~ 
atrophy of the upper arm type from destruction of the 
gray matter of the fifth and upper part of the sixth 
segment, and for the same reason have had the dissocia- 
tion of sensory symptoms seen in syringomyelia, at least 
in the upper extremities. The reflexes would have been 
increased in the lower extremities and probably have 
been absent in the upper; although they might have been 
increased at the wrist. The biceps reflex would certainly 
have been absent, as the biceps belongs to the upper 
eroup of arm muscles which have their centres in the 
fifth and sixth segments. The motor paralysis might 
have been incomplete. 

It is possible, of course, that a transverse myelitis 
might have developed later, but had this failed the nature 
of the primary lesion would explain the syringomyelic 
symptom-complex seen after cases of fracture. _ 
The absorption of the hemorrhage in the gray matter 
would probably have caused a cavity as in the case 
recorded by Stadelmann. © 

We do not mean to suggest that all cases of syringo- 
myelia following fracture are produced in this way. A 
specimen we present, given to us by Dr. Schlesinger, of 
Vienna, of cavity-formation in man following a trans- 
verse lesion would contradict this. Dexler has found 
after compression myelitis in dogs that the central canal 
is almost invariably enlarged above the seat of lesion, 
and Hichhorst and Naunyn have produced cavities in 
the cords of young animals which extended into the 
cervical region from destruction of the lower part of the 
cord. The distinction between hydromyelia and syringo 
myelia often cannot be made. 

We have given the views of many writers in regard — 


/ ‘ 
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to the subject of this paper in the /nternational Medical 
Magazine and will not repeat them. 

The combination of trauma with syringomyelia has 
been noticed too often to be considered merely an asso- 
ciated condition, and while in some cases the former 
may change a predisposition into an active process, in 
other cases it seems that we must consider it a distinct 
causal factor. As Schultze has pointed out in a recent 
article the amount of gliosis in some cases is too limited 
to permit a supposition that the cavity is due to its dis-. 


integration. 


Dr. Guy HINSDALE read a paper on the — 


ETIOLOGY OF SYRINGOMYELI 

Sex.—Males are far more liable to syringom: 
than females. Out of I90 cases 133 were in ma 
57 in females, or 70% and 30% respectively. The 
ation of this is, no doubt, the influence of tra 
developing an innate tendency to the disease o: 
ducing directly pathological conditions in th 
cord which are followed by glioma and cavity 
- Age—The influence of age is probably 
great measure as permitting occupations and 
to accident, etc., which act directly. The © 
table shows the frequency in the different d 
life as collected by Schlesinger: ay 


AGE. MALE. FEMALE. TOTAL. 

capi 11-20 “080 ie we 
21-30 33 25 ee te) 

31-40 30 12 OO aa 

41-50 We ee Bh ee 

OO ee a 

II3 57 7 5 i 190, : 


The decade in which the disease is most f 
observed is that of.21-30 years. There is a ten 
a somewhat later development of the disease in» 
than in’ men. One case of Schlesinger’s (Ob 
occurred in a woman aged seventy-eight years. 

Occupation.—The vast majority of cases o 
those who live by manual labor. Overwork is fr 
noted. : Ua a Ne ae ae 

Trauma.—A large number of cases are a 
result of injury, particularly to the task 
mention particularly the cases of Oppenheim, 
Stadelman, Minor, Sokoloff, Silcock, Harcke 
Alexis Thomson and Eskridge. © 

It may be said in this connection th. 
found in experiments on animals, in which 
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been divided or injured, that cavities formed frequently 
in the posterior columns and sometimes extended into 
the central canal. 

In cases in which the syndrome of syringomyelia be- 
comes suddenly present, especially when we have a his- 
tory of arecent trauma we may naturally suspect the 
existence of hematomyelia, since hemorrhages of the 
spinal cord principally affect the central portion, z. ¢., 
the gray substance. 

The production of glioma in.consequence of trauma 
requires a considerably longer time. It is quite likely 
that traumatic hemorrhages of the medulla may evolve 
hemorrhagic cysts, which would then have compact sur- 
rounding capsuies of connective tissue, and might form 
the starting point for central gliomatous degeneration. 

Such a pathogenic process may also occur when the 
central hemorrhage is not induced by trauma. [In four 
cases, in which the organic lesion of the spinal cord 
undoubtedly resulted from trauma, Minor found many 
symptoms closely resembling those occurring in syringo- 
myelia; for instance, the characteristic dissociation of 
sensibility. As the patients in question were still living, 
the diagnosis had not been confirmed. In a fifth case of 
traumatic hematomyelia, death occurred after several 
days; the autopsy revealed a tubular hemorrhage 
throughout the entire gray axis of the spinal column.— 
(Archiv fur Psychiatrie, vol. xxiv.) 

How far excess in alcohol, exposure to cold and 
dampness are factors in the production of the disease we 
cannot say. These influences are probably of small 
moment. It has been noted by Verhoogen and Vander- 
velden. : 

Infective diseases.—These have a distinct predisposing 
influence. The following diseases have been observed 
in the previous history of subjects of syringomyelia: 

Syphilis : | 

Cases of Simon, Schuele, Neuhaus (Obs. I and V), 
Tornow. 

Rheumatism. 

Arthritis deformans (Klemm). 

Pneumonia. . 

Typhoid fever, (Bruhl, Bernhardt, Freund, Westphal, 
Schiippel, Sokoloff, Schultze, Remak.) 

Tetanus. 

Variola. | 

Erysipelas of the head. 


° 
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Heredity —\n two instances syringomyelia seems to 
have assumed a family type. Verhoogen and Vander- 
velden report the disease occurring in two sisters and a 
brother. In an autopsy on one of these cases the — 
anterior and posterior horns were found intact ; the cen- 
tral canal of an oval form with the long axis transverse 
was found with it aperture closed and the cavity full of 

ranular exudate and cells with gray nuclei and with 
cellular debris. In the mid-dorsal region there was 
sclerosis of the externa] part of the lateral column and 
of the columns of Burdach and Goll. The canal was the 
same as in the cervical enlargement. In the lumbar 
region there was sclerosis of the posterior internal part 
of the anterior column and in the whole extent of the 
lateral column and the anterior portion of the column of 
Burdach. Alteration of the canal most marked in the 
upper portion. . 

Dr. Andrea Ferrannini has recently described four 
cases in one family, including two brothers, Nicola and 
Francesca, their sister Marta and mother, Benedatta. At 
different times all have sought medical advice for the 
same affection. Panaris, pareesthesia and special forms 
of dyszesthesia limited to a single upper extremity 
developed without any apparent cause. Felons devel- 
oped in the left thumb of the two brothers, in the right 
thumb in the mother and in the right index finger of the 
sister Martha. In Nicola, Benedetta and Marta the 


swelling was followed by necrosis and complete destruc- 


tion of the last phalanx in each case. In the fourth 
patient there was no necrosis. In all four the incision 
of the swelling at different times gave exit to ave 
small quantity of pus, or sometimes only to blood. 
Marta felt neither the incision nor the extraction of. dead 
bone much to the wonderment of onlookers. Similar 
manifestations occurred in two of the cases, Nicola and 
Marta between the thirtieth and thirty-fifth years, and 
in the others at about the fiftieth year. 

Panaritia were observed in all four patients and ulcer- 
ation and acute cedema or pseudo-phlegmon of the fore- 
arm were noted in Nicola. There were marked vaso- 
motor changes resembling in appearance erethromelal- 
gia in Francesca’s left hand. These appearances would 
subside at times and the hand would suddenly become 
white and cold as though dead, then painful at times 
constituting an acrodynia and acroparesthesia—hyper- 
esthesia rather than anesthesia. Disordered sensation 
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to temperature in which heat was recognized as cold, 
and vice versa. Formication in the calves of the legs, 
ankles, sole of the foot or shoulder, chiefly on the left 
side of the body. Burning, or a sense of cold in the 
first three fingers of the left hand, or in only one, par- 
ticularly the ungual phalanx of the thumb. Frequently 
at times a painful sensation as of pins pricking or stings 
of bees. Also a curious undescribed sensation in the 
base of the thumb. These sensations precede an attack 
of erethromelalgia. The sensations were likened to 
the action of a file or the gnawing of an animal; the 
_ pain was deep and either intermittent or intensifying 
toward a crisis. 

The pains were like those of syphilis, except that 
there was no nocturnal exacerbation and no increased 
pain on pressure. 

A little ice in contact with the thumb gave the sen- 
sation of intense heat; a temperature of 5°C. was felt 
as hot at other points of the body, or gave the sensation 
of contact only. On the other hand, there was complete 
loss of heat sense even when tested to 100°C. 

Fibrillary twitchings were present. 


Stated Meeting, February 24, 1890. 
Vice-President, Dr. C. W. BuRR, in the chair. 
Dr. Francis X. DERCUM read a paper on 


TROPHIC LESIONS OF THE FEET TOGETHER 
WITH SYMPTOMS SUGGESTING GLIOSIS OF 
TH, GORI, 


Dr. F. SAVARY PEARCE reported 


A CASE OF CHRONIC PROGRESSIVE PARALYSIS _ 
DUE TO PRIMARY MUSCULAR DYSTROPHY; 
AUTOPSY, HISTOLOGICAL STUDY. > 


(ABSTRACT.) 


Mrs. F., 59 years of age, seen by Dr. S. Weir Mitchell 
first, in November, 1886. At that time she had had 
muscle paresis for eighteen years. There was no here- 
ditary history of nervous disease, and no alcoholic, 
metallic or other toxic or infectious process as an etio- 
logical possibility in the case. Of four children, one 
died of phthisis florida at the age of twenty-six years. . 
The present trouble was attributed -to a fall in 1866 (at 
the age of thirty-two years); for not long after the 
patient noticed a weakness of third and fourth fingers 
both hands due to paresis of extensors of forearms. 
After several years of this insidious onset, double wrist- 
drop developed. ‘The foot and leg extensors now failed 
in power and she constantly caught her toes in rugs 
about the room from inability to elevate the foot. There 
was no pain or tenderness of the parts involved. Loco- 
motion gradually became more.and more difficult. 
There was a distinct swagger in her gait. The flexor 
muscles did not become markedly involved until nine 
years later (at age of forty-one years). Then she had 
become very helpless. 

Since that time there had been gradual increasing 
palsy in the flexor muscles of the forearms and arms; 
with more rapid loss of power in the flexors of thighs 
and in the calves of the legs. Knee-jerks and elbow- 
jerks absent. But little muscular response on striking 


- 
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afirm blow. ‘The order of fiexor muscle paralysis had 
thus been the reverse of the antedating failure of the 
extensor muscles. 

There were no fibrillary contractions; no anesthesia 
existed. There was great quantitative and little quali- 
tative change in the electrical response of the muscles. 

The woman gradually lost power in the hands so that 
she could not make shaded letters in writing. Finally 
her ability to write at all was almost completely lost, and 
she had to be fed like achild. She could stand alone, 
however, for a short time when placed on her feet. This 
was probably made possible by the knees being held in 
extreme extension permitting the support to be almost 
entirely skeletal. The slightest push would occasion a 
fall. The patient complained of nothing during the 
prolonged illness. She was always bright and cheerful. 

Intellect remained remarkably good until the last. 
Memory for classifying events. was extremely acute. 
Speech and deglutition were unaffected. There was 
never any marked atrophy anywhcre; on the contrary, 
the muscles generally were full and firm on palpation ; 
all out of proportion to her extreme weakness; striking 
the parts produced transient redness due to vasomotor 
weakness. | 

The muscle palsy had thus existed for over twenty- 
seven years. On February 19, 1895, the patient took a 
chill and died of double lobar pneumonia March 7, 1895. 
Autopsy eighteen hours later. Noscars or deformities 
were noted excepting slight atrophy of the hand inter- 
ossei muscles ; and rigid extension of ankles. 

Much bright yellow fat infiltrated the abdominal 
walls, almost all muscles of ‘the thorax and abdomen 
having undergone fatty metamorphosis. Lungs pre- 
sented the signs of recent lobar pneumonia limited to 
both bases. Heart was in an advanced state of fatty 
degeneration, only an area the size of a twenty-five cent 
piece being evident to the naked eye. Diaphragm had 
also become converted largely into fat. | 

Other organs presented no pathological signs. Biceps 
muscles of the arms were of fair size, but really masses 
of fat. Recti femori on the right showed the same 
advanced fatty change. Biceps and other hamstring 
muscles presented the same process to a less degree. 

Spinal cord showed no macroscopic changes. The 
cord, sciatic, external and internal popliteal nerves, and 
portions of the muscles spoken of were preserved for 
study. 


Pathological report by: JAMES R. HUNT, SED, 
DIAGNOSIS. IDIOPATHIC MUSCULAR ATROPHY. 


Spinal cord.—Specimen in Miiller’s fluid for six 
months, then stained by Weigert’s and Pal’s method. 

The normal symmetry and relation of the gray and 
white matter was preserved at the various levels of the 
crod. 

A few ganglion cells only in the lumbar and lower 
cervical regions were degenerated and destitute of pro- 
cesses. No spaces were found which would indicate the 
disappearance of these multipolar cells. The cells of 
Clarke’s columns, and the direct and crossed pyramidal 
_ tracts were normal throughout the entire extent of the 

cord. Anterior commisure, anterior and _ posterior 
root fibres and roots showed no change. ‘This was also 
true of the lateral and posterior columns. 

The blood-vessels were everywhere distended with 
blood, the corpuscles in many places having wandered 
out into the surrounding structures. Vessel walls were 
moderately atheromatous. The cervical canal was 
packed with cells, effectively occluding its lumen. 
Numerous amylaceous bodies were present, especially in 
the anterior columns. The sections stained readily and 
showed slight thickening of the connective tissue pro- 
cesses of the pia. 

The median and sciatic nerves were normal. There 
was some increase of the connective tissue framework. 

Muscles.—The biceps of arm contained areas which 
might be called muscular, but much degenerated. Micro- 
scopically, the myoscin was everywhere degenerated, 
the degree of change being varied. The greatem num- 
ber of fibres were granular, the granules here and there 
fusing together forming fat droplets. Some fibres 
showed the longitudinal striations described by Erb, co- 
existing with the transverse markings. Numerous sar- 
colemma sheaths were observed which contained no 
muscular substance whatever, the myosin having under- 
gone complete destruction. Many spindle cells and con- 
nective tissue fibres add to the bulk of: interstitial tissue 
which holds here and there in its meshes clusters of 
large fat droplets. | 


Dt. /OSEPH SAILBR and Dr. ]D. STEELE made 


more NINARY REPORT ON “THE CHANGE 
PRODUCED.IN THE CENTRAL NERVOUS BY 
Peper TRI A TORN. 


for HAS K. MILLS presented 


MeoereciMEN OF CYST OF THE FRONTAL LOBE. 


Stated Meeting, April 27th, 1596. 
President, Dr. CHARLES K. MILLS, in the chair. 


A CASE OF ASTASIA ABASIA. 


By AGUSTUS A. ESHNER, M.D., 


Professor of Clinical Medicine in the Philadelphia Polyclinic; Physician to the Phila- 
delphia Hospital. 


Asatsia abasia may be accepted as a convenient des- 
ignation for a clinical condition characterized by inabil- 
ity to stand or to walk, but not dependent upon actual 
paralysis. Blocq (‘d Revue generale de Clinique at de 
Thérapeutique ” 1889, No. 11, p. 165) proposed the ex- 
planation that patients thus affected had lost the mem- 
ory of the specialized movements requisite for the per- 
formance of those acts. Asarule sensibility, muscular 
power and co-ordination are preserved, though the dis- 
order may be associated with hysteria or organic dis- 

ease of the spinal cord. 

| I wish to adda further case to the not very large 
number already contributed to the literature of the sub- 
ject. 

The patient was a married woman, 46 years old, who 
was a housewife, and whose husband was a cigar maker. 
She was born in Philadelphia, and her family history 
presented a number of interesting features. One of 
three of her sisters living was paralyzed for three years 
after taking a sea bath, and was cured by the “ laying 
on of hands.” She married four years later and never 


had any return of the motor disturbances. A second 


sister was described as ‘extremely nervous.” Another 
sister was dead in consequence of ‘‘dropsy of the brain,” 
it was supposed. 

The patient had had measles, whooping. cough, chick- 


en-pox and intermittent fever in childhood, and articu- — 


lar rheumatism at the age of 18 years. Menstruation 


appeared at 15, and ceased at 41, and was unattended 
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with difficulty. The woman had borne an illegitimate 
child, which died at the age of twenty-one months of 
marasmus. For four months afterward she suffered 
from pains resembling labor pains. She admitted hav- 
ing lived the life of a prostitute between the years 1870 
and 1872, though she was not aware that she had ever 
been infected with venereal disease. It was during the 
period named that she married. In 1871, upon the sug- 
gestion of her husband, she smoked a cigar in the hope 
of relieving toothache. She found that she liked the 
sensation and she continued to smoke cigars or a pipe 
until 1892, when as she reminded me, I first saw her at 
the Jefferson Medical College Hospital. I fail to recall 
the details of her condition at that time, but I believe a 
diagnosis of nicotinism was made. 

In 1878 “speech was partially paralyzed,” the dis- 
turbance having set in abruptly, and being unattended 
with other concomitant. For ten minutes the woman 
was totally unable to speak, and only with difficulty for 
two or three hours more. At the time of certain shocks 
‘later to be referred to and under other conditions not read- 
ily defined, such as bad weather, and when the patient 
speaks rapidly, speech becomes somewhat thick. 

In 1887 the patient fell upon the ice, striking the sac- 
ral region. Improvement followed local applications, 
Later she fell again, striking the same place. Some of 
her present symptoms followed an attack of influenza 
in 1890. 

In 1892 the patient lived in a damp, moldy house for 
three weeks, and suffered from cough, together with 
numbness of the feet, which gradually extended upward 
to the level of the stomach. Upon change of residence 
the sensation descended, and finally disappeared. Later, 
however, there. were present for a time girdle sense and 
numbness of the toes. The woman then passed through 
a period of nine months quite free from all symptoms. 

In 1893 the patient observed that contact of the 
hands with cold water and exposure to drafts of air 
would cause her to fall. Already in 1892 with the numb- 
ness in the toes there had been difficulty in walking, 
which has grown progressively worse, and in the past 
two years the patient has been unable to walk alone and 
without support. She has also at times a peculiar sen- 
sation, compared to pinching, referred to the umbilical 
region, and which both she and her husband were fear- 
ful was due to the presence in the stomach of some ani- 
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mal swallowed in drink. A similar sensation is referred 
to the nape of the neck when the hands are put in cold 
water or the patient is exposed to a draft of air. Irreg- 
ularly the patient complains of icy coldness of the 
feet, extending half way up the legs, and at times of a 
sense of burning in the same parts. She is, asa rule, 
obstinately constipated, and has noticed anew symptom 
this year. She cannot distinguish between the desire 
to defecate and that to urinate, that is she may feel a 
desire to evacuate the bowels and may only pass water, 
and vice versa. She thinks the rectal and vesical 
sphincters weak. Digestion is poor. In the past year 
sneezing induces a sense of chilliness. The appetite is 
fairly good. The tongue is slightly coated and dry. 
The teeth are stained black. Sleep is good and refresh- 
ing. Rarely there is headache, which when present is 
supraorbital and vertical. Occasionally there is vertigo. 
On inclining the body forward and flexing the trunk 
after meals, vomiting results. Sometimes, it was re- 
ported, food returns without entering the stomach. The 
patient is annoyed by a sense of the presence of hair in 
the throat. She has never had a convulsion or lost con- 
sciousness. She suffers a good deal from flatulence, 
which sometimes precedes a diarrheal discharge. 

The patient appears quite unable to walk unsup- 
ported. When asked to make the attempt she throws 
her arms about her rather incordinately, and sways 
upon her feet. She is unable to stand at all with her 
feet together. She maintains that the right leg felt 
heavy. She can walk up and down stairs with the aid 
of the banister. She volunteers the information that she . 
does not fall when her feet are warm, and also that she 
does not topple over in her own room. ‘The knee.jerks 
were greatiy exaggerated, and upon the right, ankle 
clonus was represented by a few contractions of the foot 
upon flexion. So far as can be determined there is no 
other derangement of mobility, and the muscles used in 
walking and standing possess the power of performing 
other acts. Sensibility appears to be generally pre- 
served. The right pupll is a little smaller than the left: 
both are regular and react to light. The patient is 
rather pallid and of poor ambition. 

With great preciseness the patient related, as she 
did all the details of her case, that she had suffered from 
three shocks, one on January 30, 1894, in which she lay 
helpless, though conscious, for half an hour; a second on 
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January 1, 1895, in which the same condition persisted 
for an hour and a halis and a third on February 10, 
1896, lasting for ten hours. She subsequently recalled 
that she had had a fourth attack on February 15, 1806, 
lasting for twenty hours. The patient has also at differ. 
ent times passed unusual substances from the bowels, 
on one occasion what she describes as a kind of tube; on 
others small white bodies looking like eggs, also hairs; 
again something resembling a small animal supplhed 
with many feet; on still another occasion something 
having a white head and black eye. Two specimens of 
such substances submitted to me as having been passed 
respectively November 20, 1894, and March 29, 1806, 
presented gross and microscopic appearances of vegeta- 
ble fiber. 2 | 

After taking a pill of aloes and asafetida for several 
days the patient found that she always fell backward 
whenever she approached a receptacle containing water. 
She pointed out a small spot, as large as a pinhead, 
upon the left ear which for two or three months has 
from time to time been the seat of intense burning. She 
stated further that a sister with whom she slept for a 
time had suffered from cold feet, and she wondered if 
she might not have derived the coldness of her own feet 
from that circumstance. 

The patient is extremely detailed in her account of 
herself, and in this she is ably supported by her hus- 
band, who supplements by suggestion or otherwise such 
facts as the patient herself may have failed to mention. 
At times they may differ in their respective versions, 
but altogether they are quite in accord. 

The case impresses itself upon me as clearly an hys- 
terical one, all of the symptoms and attendant circum- 
stances, including the family history, supporting such 
aview. It must none the less be viewed with a good 
deal of seriousness, and the prognosis must be guarded. 
If the patient could be removed from her present sur- 
-roundings, if the current of her life could be entirely 
changed, the prospect might be more hopeful. This 
case and allied ones cannot be viewed as a manifestation 
of merely functional disturbances. It is far more prob- 
able that there have taken place nutritional changes 
which become more and more pronounced with the pro- 
gress of the case, and which in time may lead to struct- 
ural alterations. When only the nutrition of the ner- 
vous system suffers the prognosis is good under favor- 
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able conditions, but when changes in structure have re- 
sulted, permanent and perfect cure is beyond the range 
of hope. 


DISCUSSION. 


Dr. FRANCIS X. DERCUM.—I would inquire to what 
extent the ordinary hysterical stigmata are present in 
this case. Is there infra-mammary or ovarian tender- 
ness? Has there been hysterical hemiamesthesia? Is 
there any reversal of the color fields? 

Dr. A. A. ESHNER.—This case displays very few of 
the distinctive stigmata of hysteria, but in its general 
make-up and in the clinical picture that it presents, asa 
whole it impresses itself on me as distinctly hysterical. 
The family history and the previous occurrence in the 
patient of aphonia, are, besides, not without signifi- 
cance. 

Referring to the larger question as to the presence 
of hysterical stigmata in this group of cases, | may say 
that in 1891 Knapp! reported a collection of fifty cases of 
astasia-abasia to the American Neurological Association, 
a large number of which (21), were associated with hys- 
teria, and in a considerable proportion of these distinct 
hysterical stigmats were present. It is recognized that 
the syndrome covered by the designation astasia-abasia 
may occur in conditions other than hysterical—in asso- 
ciation with organic as well as functional disease. ‘The 
case that Knapp himself reports presented symptoms of 
paralysis agitans, although free from tremor, ‘The first 
impression was that the case was one simply of astasia- 
abasia, but subsequently the conclusion was reached 
that this manifestation may merely have represented a 
symptom of paralysis agitans. 


‘JOURNAL OF NERVOUS AND MENTAL DISEASES, 1891, No. II 
p: 673. 


A CASE OF ELECTRICAL CHOREA. 


By AUGUSTUS A. ESHNER, M.D., 


Professor of Clinical Medicine in the Philadelphia Polyclinic ; Physician to the 
Philadelphia Hospital. 


The case of electrical chorea that I shall herewith 
report does not belong to the type of disease described 
by Dubini in 1846 (1 Ann. Univ. di Med. exvii, p. 5). 
It represents rather a form of myoclonus in whic ‘the 
contractions occur at irregular intervals, and are shock- 
like in character, resembling those induced by the in- 
terrupted electrical current. These peculiarities seem 
to distinguish the affection from the ordinary type of 
chorea, and there is nothing to suggest an hysterical 
origin. Of the thirty eight cases reported -by Dubini 
thirty-six proved fatal, but no appreciable lesions were 
found after death. Treatment seemed to be without 
avail. Young people between the ages of seven and 
twenty years especially were affected. Fright was be- 
lieved to be the usual cause. Among the premonitory 
symptoms were sleeplessness, anorexia, and prostration. 
The attack proper set in with the rhythmic, shock-like 
contractions, usually in a given case of the same char- 
acter throughout, and involving the same muscles. The 
movements ceased during sleep. As the case progressed 
the involvement became more extensive, and finally the 
parts affected were paralyzed. The paroxysms lasted 
from four to ten minutes each, and were repeated sev- 
eral times daily. The usual duration of the attack was 
from one to five or six months. 

The case that I have to report is a patient under 
observation at the Nervous Dispensary of Howard Hos- 
pital in the service of Dr. Lewis Brinton to whose kind- 
ness I am indebted for the privilege of making this 
presentation. It occurs in a woman, twenty-three years 
old, without special neurotic family history; though 
there is a marked history of tuberculosis on the side of 
her father. The patient herself has been married, but 
does not live with her husband, and has been delivered 
of a six months dead born child. She has had the jerk- 


174. PHILADELPHIA NEUROLOGICAL SOCTETY. 


ing movements which she presents since the age of 
seven years. These are of a peculiar shock-like char- 
acter and involve especially the arms and forearms, 
though movements can at times also be observed in the 
face. They are variable in intensity, ceasing entirely 
during sleep and being less pronounced when the 
patient is calm and quiet; they are also absent when 
the patient is walking, although a jerk occurs with the 
first step. The patient can knit and write with facility, 
jerking very little in the performance of these acts. 
The patient thinks the movements may have been 
rather less pronounced during such attacks of illness as 
she may have. The onset of the movements followed 
the fright suffered from being locked in the wardrobe. 
The knee-jerks are exaggerated and feeble ankle clonus 
can be elicited on the left. The heart and lungs present 
no abnormality. » 

I think this case may be safely called one of chorea, 
though not of true Sydenham or of Dubini type: There 
is reason to believe that chorea, as seen in its various 
forms, is not a single affection and that all cases do not 
have a uniform pathology. We are able now to distin- 
guish Sydenham, Huntington, Dubini, hysterical and 
post-hemiplegic varieties, and the future may perhaps 
bring us knowledge of others. The character of the 
symptoms suggests that the seat of the disease is the 
cerebral cortex, and the clinical course of cases would 
indicate that the functional (habit-chorea), (Sydenham’s 
chorea, hysterical chorea), disturbance may be or or 
ganic (post-hemiplegic chorea), nutritional structural 
(Huntington’s chorea). | 


Dr. DAvID RIESMAN read a paper entitled 


“CHOREA IN THE ADULT, WITH THE REPORT 
OF A CASEIN A MAN AGED 75 YEARS. 


The case was one of left-sided hemi-chorea, the arm and 
leg being involved, chiefly the former; there was no im- 
pairment of speech, no loss of memory or other physical 
symptom ; the movements were not controlled by the 
will, but were intensified, not toa marked degree, how- 
ever, by voluntary movement. The knee-jerks were ab- 
sent; pupillary reactions normal. No history of rheu- 
matism, no heart-lesion. Disease attributed to exposure 
to drafts. Duration, eight months. The essayist then 
described the various types of chorea in the adult, par- 
ticularly in the aged, and discussed those cases in which 
neither an hereditary factor nor a gross subcortical le- 
sion existed. Of this type he had been able, so far, to 
collect fifty-nine cases from the literature. A brief dis- 
cussion of the treatment concluded the paper. 


DISCUSSION. 


Dr. WHARTON SINKLER.—The case resembles more 
closely those cases of extreme Huntington’s chorea with 
athetoid movements. Itisnot so much like Sydenham’s 
chorea as some cases of senile chorea that I have seen. 
The fact that the movements are increased by attempts 
at voluntary motion would make it likely that the case 
belongs to that class where there is some cortical lesion. 
The movements resemble in character those of post- 
hemiplegic chorea. The fact that the trouble is on one 
side would tend to the same view. The walk of the pa- 
tient is not like that of Huntington’s chorea, but more 
like that of athetoid state. The case is very unusual 
and of great interest. 

Dr. WM. G. SPILLER.—The following cases occur to 
me in regard to the histological examination of chorea: 
A case is reported in the Archiv fiir Psychiatrie, for 1892, 
by Grippin, in which the writer speaks of numerous foci 
of connective tissue cells. Oppenheim in collaboration 
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with Hoppe has published two cases, and describes mul- 
tiple foci of encephalitis, but he casts doubt on these 
focias the cause of the disease. Dr. Nageotte, chief of the 
laboratory at the Salpetriére, in Prof. Raymond’s clinic, 
has told me that he was unable to find anything by the 
silver method which he could consider characteristic of 
chorea, although he had obtained positive results for 
general paralysis. 

Dr. Davip RIESMAN.—I have not arrived at any defin 
ite conclusion as to the nature of this case, but cannot 
think that it is post-hemiplegic. There is no exaggera- 
tion of the knee jerks, no impairment of power. If the 
lesion were in the posterior third of the internal capsule, 
we might have no loss of power, gut there would be sen- 
sory changes which, so far as tactile sensation is con- 
cerned, are not present. Between Huntington's or 
chronic progressive chorea and Sydenham’s chorea that 
has become chronic, it is perhaps difficult to differentiate. 
The best test of Sydenham’ s chorea would be cure under 
arsenic. ‘That has been tried here without benefit. 

With regard to the histological changes, the question 
has been raised whether those which have been de- 
scribed were not the effect rather than the cause of the 
long-continued nervous affection. 


A PRELIMINARY REPORT ON TWO CASES OF 
ELECTROCUTION | 


was made by Dr. JUDSON DALAND. 


Dr, F. X. DERCUM made a report on 


A CASE OF BILATERAL DEAFNESS FOLLOW- 
ING IN PURY: 


J. D., married, aged twenty-six years. Was well at 
the time of the following accident. Three years ago fell 
a distance of twelve feet in a boat. He was uncon- 
scious for two hours afterward. On coming to, it was 
noticed that he had become completely deaf. There 
was a slight oozing of blood from the right ear. The 
deafness has continued, since the accident, without 
change. No other symptoms were noted afterward. 
He does not complain of headache, has no vertigo, 
pupils are equal. 

Examination of the Ears negative. Careful examina- 
tion with the tuning-fork fails absolutely to reveal any 
bone conduction. Professor MacCuen Smith reports 
total deafness. Patient states that he can feel sudden 
jars but cannot hear them. A careful examination of 
the eye by Dr. de Schweinitz is also negative. The case — 
is presented because of its unique character. Unilateral 
deafness after falls*upon the head is of course not un- 
common. Bilateral deafness and especially total deaf- 
ness, that is absence of bone conduction is certainly 
very rare. It is hardly safe to venture a diagnosis as to 
the seat of the lesion. Double labyrinthine hemorrhage 
is conceivable and perhaps possible, though certainly 
very improbable. Extensive basal fracture is out of the 
question both from the history of the case as well as 
the entire absence of other symptoms. Is it not possi- 
ble that a minute hemorrhage occurring in the neigh- 
borhood, or in the substance of the posterior quadrigem1- 
nal bodies, may account for the condition found? 
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DISCUSSION. 


Dr. Wo. G. SPILLER.—The fact that there has been 
no facial paralysis forbids a location of the lesion in 
those parts in which the auditory and facial nerves lie 
close together. It is difficult, also, to locate itin the me- 
duila oblongata as the auditory centres lie so near the 
facial, and one can hardly assume an isolated destruction 
of the former from traumatism. The man has ringing 
in his ears which at times is severe, and may sound like 
a distant waterfall ‘This has been considered as com- 
mon in labyrinthine disease. Although certain import- 
ant symptoms of this affection are absent, one must re- 
member that the patient’s deafness is total, and that 
when this condition exists the symptoms become less se- 
vere. The absence or presence of bone conduction of 
sound is important in locating the process in the inner 
or middle ear. 


HEMIATROPHY OF THE TONGUE WITH THE 
REPORT OE A CASE. 


BY C. .W. BURR, BM. D. 


B., female, mullato, 31 years old, married, came 
s to the Medico-Chirurgical Hospital, September 
© 23, 1895, complaining that her “tongue was 
crooked.” Save that she had had syphilis, her personal 
history is negative. In February,’95, she began to suffer 
from headache, usually behind the left ear, and often 
preventing sleep. At times there is quite severe ver- 
tigo. Several weeks after the onset, headache persisting, 
she awoke in the night and found the left side of the 
tongue swollen, black and painless. For some hours she 
could neither speak nor chew, but breathing was not 
interfered with. After a few days, all symptoms passe. 
away except headache, and she thought no more of the 
matter until recently as stated above, she noticed by 
accident that her tongue was deformed. 

L:xamination.—_She is a spare, poorly fed, muddy- 
skinned mulatto girl. The left half of the tongue is 
only about one-half as large as the right. The upper 
surface is irregularly depressed and elevated. There ere 
noscars. When protruded, it turns sharply to the left. 
Fibrillary twitching is not present. The mucous mem- 
brane is normal. Common sensation and taste are pre- 
served. The pharangeal reflex is present. The palate 
moves well. 

There is no palsy or wasting of the face. The pupils 
are of normal size and react well to light and with ac- 
commodation. Station and gait are normal. There is no 
inco-ordination of movement inthe arms or legs. The 
knee jerks are much increased. ‘There is an attempt at 
but no true clonus, that is passive flexion of the foot causes, 
two or three jerky movements. There is no glandular 
swelling or tumor about the jaw orin the neck. ‘Touch 
and pain sense are normal in the faceand hands, but she 
complains of numbness inthe hands as if she had on 
tight gloves. There is no trouble in speaking, chewing, 
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or swallowing. ‘There is no pain or rigidity in the neck 
muscles. Examination of the a og reveals no di- 
sease of the bones. 

11,5,.95. — During the past week the patient has 
had difficulty in swallowing “solids seeming,” she says: 
“to stick in the throat and then to fall down.” She can | 
swallow liquids well. The trouble came on suddenly. 
Examination reveals no change in her condition. 

1,8,96.—Speech has been thick for ten days. The left 
half of the tongue is swollen but painless. 

1,9,,96.—Last evening the patient was suddenly seized 
with pain in the right side of the head accompanied by 
double vision. There is some drooping of the right up- 
per eye-lid, and the right pupil is dilated. 

1,10,'96.—Speech is still thick. Both upper eye lids 
droop slightly, and the power to lift them varies. One 
attempt may succeed, andthe next fail. The pupils are 
normal in size and react sluggishly to light. Diplopia 
is present on looking to the left. The swelling of the 
tongue is almost entirely gone. 

2,5,96.—Diplopia has disappeared. Both pupils are 
dilated, the right more than the left. ‘They do not react 
to light, and only very slightly with accommodation. 
There is left-sided ptosis (see illustration.) Dr. A. H. 
Cleveland examined her throat twice, once soon after she 
came to the hospital, and again on February 2, 1896. He 
found the movements of the vocal cords normal. On the 
right side of the soft palate, there is a distinct slit which 
may be congenital or’ due to old specific ulceration. Dr. | 
Fox reported the eye grounds normal. st 

2,15,,96.—The patient states that vesterday she suffer. 
ed from occasional, quite severe involuntary jerking of 
the leitarm. 

—4,10,96.—The general condition of the patient has 
greatly improved since she first came under treatment, 
and sheis almost entirely free from headache, but the 
other symptoms are about thesame. ‘There is paralysis 
of the left half of the tongue with great muscular wast- 
ing and without sensory symptoms. There is no palatal 
nor laryngeal palsy. The knee jerk is exaggerated and 
there is still a slight false clonus. Theré is no ataxia. 
There have been no physical signs of heart or lung dis: 
ease during. the time she has been under observation, 
but yet, she has had a persistent hard, dry cough’ which 
is probably due to disease of the vagus. The urine con- 
tains neither albumen nor sugar. She has had occasional 
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attacks of vomiting, which she says come on without 
cause and unaccompanied with nausea. She has been 
under specific treatment constantly. 

I am not at all sure what the lesion is in this case or 
what the lesions are since there may be more than one 
the ocular symptoms being entirely independent of the 
hemiatrophy. The question isto determine the cause of 
a sudden palsy of the left hypoglossal nerve followed by 
atrophy with some involvement of the pneumogastric 
nerve, but without any palsy of the palate or larynx, 
during the course of which affection there occur transient 
ocular palsies, and a second attack exactly like the onset 
of the disease. I am inclined to think that there is not 
nucleartrouble, because of the absence of palatal and 
laryngeal palsy; Pott’s disease and a consequent menin- 
gitis may be excluded, because there are no symptoms 
of bone disease. It is not secondary to disease of the 
spinal cord. A neuritis of the periphery of the nerve 
would not account for any of the symptoms except the 
atrophy, and surely would not be sudden in onset. 
Taking all the symptoms into consideration, I am 
strongly inclined to believe that there is a syphilitic 
meningitis affecting in greater or less degree the whole 
base of the brain and compressing the affected nerves. 

This diagnosis would also explain the ocular symptoms. 
Hemiatrophy of the tongue is rare. We will consider 
neither the most frequent cases due to direct injury of 
the hypoglossal nerve by a wound or pressure of a 
tumor, nor the exceedingly rare cases of peripheral 
neuritis, but only those caused by disease in or near the 
medulla Of late years the condition has been studied 
very carefully in relation with affections of the spinal 
cord. Indeed, its association with locomotor ataxia is 
relatively so frequent, though absolutely rare, that in 
any case in which the course of the wasting has been 
chronic, the possibility of the existence of locomotor 
ataxia should be thought of. Its absolute rarity in as- 
sociation with posterior sclerosis, is shown by the fact that 
in Koch and Marie’s* paper, only six cases are men- 
tioned. It is a rare complication of general paralysis of 
the insane, ° a disease, which certainly has some kinship 
to locomotore ataxia. It may also occur in syringo- 
myelia, as is shown by the following case now under my 


2 Revue de Medicine, 1888, vol viii, page 1. 
’ Dudley, Brain, vol. xxx, and Ormercd, St. Barth. Hosp. Reports, 


VO); x1,, page 30. 
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care at the Philadelphia Hospital. The patient is a 
young colored man, who has marked wasting of arms 
and legs with palsy and contractures, unequal knee- 
jerks, absolute inability to distinguish hot from cold 
though common sensation is normal. The right half of 
the tongue is much wasted. But it may occur also of 
course apart from any disease of the spinal cord. 


aos 


Hemiatrophy of the Tongue. 


Thus Leudit * reports two interesting cases. The 
first was a woman 32 years old. She had had severe 
right-sided head pains for eighteen months. For about 
five months there had been difficulty in chewing and 
swallowing. The voice was affected. The wasting 
affected the right half. On protrusion, the tongue pointed 
to the right and was tremulous. Common sensibility 


* Annals des Malad, de L’oretlle etc., 1887, xiii, page 614. 
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was normal but taste was blunted on the right. The 
uvula deviated to the left and there was palsy of the 
right vocal cord. Olfaction was absent. The visual 
fields were preserved, and the pupillary reactions nor- 
mal. The knee-jerks were normal. There were no 
signs of tabes. Under iodide of potash and spraying 
with cocaine, smell and taste returned. The diagnosis 
was a syphilitic lesion of the nucleus of the 12th nerve. 

The second case was also syphilitic. The patient’s voice 
was greatly affected, and there was abductor palsy of the 
left vocal cord and marked atrophy of the left half of the 
tongue. There were no tabetic symptoms. In Schiffer’s ° 
case, no cause was discoverable. ‘Ten years before the 
patient had been shot in the occiput by a.6 mm. calibre 
ball, but the ball was removed two days later, and the cure 
was prompt, the only serious inconvenience being slight 
right sided deafness which disappeared in a few weeks. 
This accident may have had something to do with the wast- 
ing, ornothing. ‘The author believes there was a lesion, 
a hemorrhage for example, in the nuclei of the right 
hypoglossal, accessory and vagus. The patient came for 
treatment on account of a persistent cough which was 
not connected with any serious thoracic disease, a slight 
bronchitis, and a little emphysema being the only patho- 
logical conditions found. There was right-sided atrophy 
of the tongue with diminution of the muscular reaction 
to both faradism and galvanism, but without reaction of 
degeneration. Common sensation and taste were nor- 
mal. There was paralysis of the right vocal cord. The 
central organs were healthy, and the reflexes normal. 
R. von Limbeck’s * case is interesting, because the begin- 
ning was acute and the entire history known, while in 
many cases the abnormal condition of the tongue has 
been unknown until discovered by the physician. Syphilis 
seems to have been pretty well excluded. The patient, a 
woman 38 years old, about three weeks after recovery 
from cellulitis of the back of the hand and forearm, due 
to an injury, was seized with pain in the neck and diff- 

culty in swallowing. Hoarseness which had previously 
existed, suddenly became much worse. The right side 
of the tongue was atrophied and furrowed. Fibrillary 
twitchings were present. Movements to the right and 
upward were incompletely, to the left and forward well 
done. Common sensation and taste were normal. The 


5 Revue monsuelle de laryngol, etc., 1886, vol. 1, page 377. 
‘Prager Wed. Wochenschrift, 1889, page 181. 
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electrical reactions were preserved. Pharyngeal sensi- 
bility was good. ‘There was paresis of the upper right 
vocal cord. Gait and station were normal. The knee 
jerks were active. There was no involvement of the 
facial or eye muscles. Sight, hearing, and smell were 
good. Ophthalmoscopic examination was negative. Dis- 
ease of the right hypoglossal nucleus was diagnosed. 

The onset sometimes is sudden. Thus Hirt ’ thinks 
there was in his patient embolic softening in the nuclei 
of the right hypoglossus, vagus and accessory nerves. 
The patient was a woman 76 years old. After an attack 
in which she lost consciousness for a moment, and speech 
for half an hour, her voice became weak, indistinct. 
changing into falsetto frequently. Later, difficulty in 
swallowing appeared, regurgitation of fluids being fre- 
quent. Salivation and dribbling developed and later 
wasting. On examination there was found to be no 
trouble in the facial muscles or the lips. Labials were 
formed without difficulty. The tongue was tremulous 
and directed toward the right. The mucous membrane 
of the tongue on the right was wrinkled and furrowed 
lengthwise, and its substance soft, spongy and yielding. 
Touch and taste were normal. There was pronounced 
reaction of degeneration. The right recurrent laryngeal 
nerve was palsied. 

In a few instances the wasting has occurred, not only 
in the tongue, but also in certain of the neck muscles, 
and has even invaded the arm. In Pel’s* case for ex- 
ample, there was atrophy of the left sterno-cleido mastoid 
and trapezius. The patient was a male, 34 years old, who 
had had gonorrhoea and probably syphilis. The'trouble 
developed gradually; difficulty in swallowing being the 
first symptom, liquids regurgitating through the nose. 
The voice was nasal. Later there were severe pains in the 
neck and back of the head, unbearable at night and sub- 
siding under the use of potassium iodide. The lettjmam 
' of the tongue was wrinkled, furrowed and atrophied. 
The electrical response was lessened to both currents, 
but there was no reaction of degeneration. On protrus- 
ion, the organ pointed to the left. Movements to the 
right and forward were almost lost, downward, upward, 
and backward almost normal. There was slight fibril- 
lary twitching. Taste and touch were normal. Articu- 
lation was good. The left palate and palatine arch were 


’ Berliner Klin Wochenschrft, 1885, page 411. 
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PHILADLR LETITIA NEOKOLOGICAL SOCIETY. 185 


paretic. The uvula was drawn to the right. The phar- 
angeal reflexes were normal. The left recurrent 
laryngeal nerve was palsied. The knee jerks were com- 
pletely absent, but there were no other tabetic symptoms. 
Diagnosis, syphilitic arteritis affecting the nuclei of the 
hypoglossus, vagus and accessory nerves. In a case of 
Jackson’s * there was also widespread wasting the atro- 
phy involving the left supinator, biccps, brachial anticus, 
deltoid, and infra and supra spinati. These muscles did 
not react to faradism ana anccc > caccc. There was 
anzesthesia to touch and pain on the summit of the 
shoulder. The lelt pupil was larger than the right and 
did not react to light, but did with accommodation 
There was palsy of the right half of the palate and right 
vocal cord. Diagnosis: syphilitic disease involving the 
roots of the nerves. The pupillary condition ts in- 
explicable’ In another case, that of a man 50 years 
old, the onset wassudden. He lost his voice, or rather 
became hoarse, and the tongue turned to the right like a 
hook. On examination there was complete right-sided 
palsy of the tongue with wasting. On protrusion the or- 
gan deviated to the right. The fold of the palate was 
dragged totheleft. The right shoulder was lower than 
the left and he could not shrug it so well. There was 
no facial palsy, but he could not whistle so well as before. 
The right vocal cord was palsied. The suddenness of on- 
set and the existence of Bright’s disease justified the 
diagnosis of apoplexy. Ina case reported by Stephen 
MacKenzie. " the wasting also passed beyond the region 
of the tongue. The patient was a syphilitic man 30 
years old. There was palsy and wasting of the tongue, 
sterno-cleido mastoid, and trapezius muscles on the left 
side, and palsy of the left soft palate and vocal cord. The 
palpebral fissure was narrowed on the left. Later there 
was palsy and wasting of the left teres minor. The 
knee-jerks were normal. Taste was unimpaired., The 
pupils were irregular, but reacted normally and the left 
globe was somewhat retracted. The author concludes 
that a very limited and localized lesion of the conjoined 
nuclei or roots of the spinal accessory and hypoglossal 
nerves would explain the paralysis of the soft palate and 
larynx and one-half of the tongue. The rootsmust have 
been implicated in syphilitic disease he thinks, since the 


9 Lancet, 1886, i, page 689. 
10 London Hosp. Reports vol. i, 1864, page 361. 
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wasting of the trapezius and sterno-mastoid shows that 
the external branch of the spinal accessory was involved. 
The ocular symptoms showed involvement of the cervi- 
cal sympathetic. In Mobius’ ” case the onset seems to 
have been as in several of the others sudden. The 
patient, a woman, 48 years old, was seized with violent 
headache, nausea and vomiting ‘followed by ptosis of the 
left side and diplopia. On examination there was total 
palsy of the left oculo motor nerve. The left pupil was 
twice as large as the right and reacted very little to light. 
There was palsy of the left side of the palate and left 
vocal cord, and palsy and wasting of the left half of the 
tongue, which on protrusiou, turned to the left. Articu- 
lation was good. Electrical excitability was greater on 
the left. Ttwo cases dating from childhood are reported. 
The first is quoted from Henschen by Koch and Marié. 
In the patient’s ninth year about a year after an attack of 
scarlet fever with uremic complications; his mother 
noticed the tongue was scarred. When he came under 
observation in the 28th year, there was right-sided hemi- 
atrophy. Sensation was normal. The right side of the 
palate was broader, more dependent, and less moveable 
than the left. The uvula did not deviate. The right 
vocal cord approached more nearly to the middle line 
and its mobility in inspiration was lessened. There were 
no symptoms of tabes. 

The second is reported by Turner.” . The patients 
female, five years old, presented atrophy of the right 
half of the tongue, paralysis of the soft palate and larynx, 
difficulty in swallowing liquids, feebleness of cough, loss 
of power in right arm with atrophy and atrophy of both 
optic discs, The symptoms dated from a series of right- 
sided epileptiform attacks, which began six weeks after 
an attack of scarlatina, and recurred daily for two months. 
At the beginning there was paralysis of all the limbs. 
The legs and left arm gradually improved, the right arm 
to some extent. The knee-jerks were absent, “Die 
was no syphilitic inheritance. The symptoms were 
thought to be due to some specific meningeal lesion at 
the base of the brain involving the ninth and a portion 
of the eighth cranial nerves on the right side. 

Remak*" reports a case which is interesting on ac- 
count of the associated symptoms, and his opinion that 


2 Centrlabl, f. Nervenkeilkunde, 1887. 
13 Lancet, 1889, page 1230. 
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it was due to lead poisoning. The patient, a man 42 
years old, sought treatment on account of palsy and 
wasting of the hand dating back four months. On ex- 
amination the voice was toneless (klanglose.) The vocal 
cords were motionless in abduction during inspiration. 
There was bilateral palsy of the posterior crico-arytenoid 
muscles. Later there was paresis of the right half of the 
velum palati. The uvula in phonation was drawn to the 
left, and the right half of the velum was elevated and 
stretched. The tongue was smaller on the right side 
and was protruded, forming a bow to the left. The up- 
per surface of the left side was smoothe, while the right 
side was uneven. . Fibrillary contractions were present. 
‘Yhe right side felt thinner and softer than the left. The 
-atrophy appeared to affect the superior longitudinal and 
transverse muscles on the upper side, while no change on 
the under surface was observed. ‘Ihe muscles on the 
floor of the mouth were equally developed on the two 
sides. The movements of the tongue were not interferred 
with. Mastication, deglutition and articulation were 
normal. The right side showed degeneration reaction, the 
left slight diminution to galvanism. There was slight 
left sided ptosis. The eye movements to the right were 
slightly diminished and associated with nystagmus. 
Later there was loss of the pupil reflex to light—the 
oniy tabeticsymptom present. The author holds that 
the most satisfactory explanation of the case is a partial 
bulbar palsy and slight polio encephalic nuclear atrophy. 

Post-mortem examinations of cases of hemiatrophy 
have revealed many different pathological conditions, It 
has been proven by Koch and Marie, and others, that 
when it occurs in locomotor ataxia, there is always nu- 
clear disease. We are justified in assuming the same 
lesion in general paralysis of the insane and syringom- 
yelia. When, however, we study the cases unassociated 
with disease of the spinal cord, we find so many and 
such varying conditions that the frequent uncertainty in 
pathological diagnosis is justified. Thus, in 1832, Du- 
puytren” reported the case of a man 30 years old, who 
was seized with pain in the left posterior part of the head 
preventing motion and disturbing sleep. After a few 
days the pain passed to the upper lateral part and to the 
left of the neck. Later there was difficulty in speech so 
that he could not be understood. The air passed to the 
left side of the tongue when he whistled. There was 
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pain in the inferior angle of the left jaw and in the cheek, 
but no palsy. The tongue began to waste on the left 
side and atrophied greatly. The mucous membrane re 

mained intact. When protruded it turned to the left. 
When examined speech was perfectly clear. There was 
no loss of taste. Two years later taste was a little 
diminished. The patient died with symptoms of com- 
pression. Post mortem, many hydatids were found at 
the base, and one in the neighborhood of the anterior 
condyloid foramen had greatly compressed the hypo- 
glossal nerve. In the following year Choisy ” reported 
another case due to hydatids. A man, 36 yearsold, com. 
plained of pains in the right side of the face and head, 
following a fall in which he struck the back of the neck. 
He was in bed for four months. Shortly after he began 
to have difficulty in pronouncing certain letters, and the 
left half of the tongue became soft, flabby, ridged and 
discolored. Two years later there was much atrophy 
and difficulty in speech, with hoarseness. The move- 
ments of the neck were diminished. There was no loss 
of sensation, and taste was normal. The tongue protruded 
to the left. Swallowing caused cough. There was a soft 
tumor in the corner of the left sterno-cleido-muscle at 
the left mastoid process. There was persistent hiccough, 
vomiting, and constipation, and later aphonia. Death 
was sudden. Post mortem a hydatid cyst about the 
size of a goose egg was found in the left occipital fossa. 
The cyst was in two parts separated by a narrowing, 
which corresponded to the posterior lacerated foramen. 
Within the cranium the nerves on the two sides were nor- 
mal, buta marked difference was seen after their emer- 
gence from the jugular foramen. On the left side the 
glossopharyngeal, spinal, pneumogastric and hypoglossal 
were atrophied, almostfiliform. Inthe case of Hyem 
and Girondeau, the medulla was found post-mortem to 
be surrounded by a fibrous sheath, which was prolonged 
down the hypoglossus to the anterior condyloid foramen. 
The nerve was greatly diminished in volume and was 
fibrous. The nucleus of the hypoglossal was atrophied. 
The patient, was a man, 46 yearsold. There was much 
atrophy of the left side of the tongue. The sense of 
taste was preserved. The muscles of the face, the supra 
and sub-hyoid and sternocleido mastoid were normal. 
Death was due to cancer of the duodenum. In the case of 
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Habershon, '*a cancer was found in the basilar process 
extending into the tempora: bone on the right side and 
involving the eighth and ninth nerves The + patient was 
a woman, 52 years old, who had cancer of the breast. 
There was much pain in the head, back and limbs. The 
right side of the tongue was flabby, wrinkled and soft. 
The electrical reaction of the affected muscles was 
diminished. Sensation was perfect. The right sterno- 
hyoid muscle was palsied. 

Trevelgan * reports a case in which post mortem 
both occipto-atloid joints were rough and. worm eaten. 
The axis and the castilages were also diseased. The 
membranes at the base of the brain, especially at the 
origin of the left hypoglossal nerve were thickened. 
There were no changes in the hypoglossal nucleus or in 
the infra nuclear tract. The left hypoglossal was 
smaller than the right, and microscopically there was 
considerable increase in the connective tissue and 
atropLy of the nerve fibres. The patient was a woman, 
25 yearsold. Seven years before she had had a sup- 
purating gland in the neck, but otherwise had been well 
until eight weeks before coming under observation. She 
was then seized with pain and stiffness on the left side 
of the neck after returning froma walk. Five weeks 
later she had a chill, and the next morning the tongue 
was swollen. Shortly afterwards the left side was noticed 
to be atrophied. Sense of taste was absent. Later the 
pain grew worse. She became delirous, had a convulsion, 
Cheyne Stokes respiration, a second convulsion of both 
sides of the face and right arm, and a temperature of 
102°. In a case of Hughlings Jackson, “ the atrophy 
was only a partof widespread nervous trouble. At the 
autopsy, the membranes were thickened. There were 
_ nodes on the cerebral arteries and spots of softening in 

the brain and medulla. The patient was a male, 43 years 
old, who had had syphilis fifteen years before. There 
was some loss of sensation on the left side of the face, 
taste was poor on the left side, and common sensation 
was diminished on the left palate and back of the ton- 
gue. The left side of the palate and the left vocal cord 
were palsied. Swallowing was difficult. Hemiplegia 
with lossof speech came on later. Some months ago I 
saw with Dr. W. J. Taylor, a woman who complained of 
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headache and weakness and pain in the right arm and 
legs. Later symptoms of one-sided disease of the me- 
dulla appeared, and the left half of the tongue wasted. 
At the necropsy we found an infiltrating, unilateral tu- 
mor of the medulla oblongata. Not very rarely caries 
of the bones has been found, and a study of such cases 
has been made only recently by O. Vulpius. * 

Conclusions: WHemiatrophy of the tongue with palsy 
can only be caused by a lesion of the hypoglossal nerve 
or its nucleus in the medulla. Atrophy will not occur if 
the disease is situated anywhere above the nucleus. The 
nerve is purely motor, and has no sensory functions. 
When there is hemiatrophy without symptoms re- 
ferable to other nerves, the lesion is almost certainly in 
the nerve trunk since the nucleus is in such close relation 
with other nuclei that no lesion which occurs clinically, 
is at all apt to affect it without involving them. On the 
other hand, the presence of symptoms referable to other 
nerves does not prove that the lesion is within the me- 
dulla, because the hypoglossal, pneumogastric, and 
spinal accessory nerves are so close together that a les- 
ion affecting one, as for example, meningitis, is apt to 
involve all. In cases due to nuclear disease, fibrillary 
twitching is much more apt to be found than in neuritis, 
but as appears from a case recently reported by A. 
_ Marina, ” twitching may be present in peripheral dis- 
ease. 

The lesions found post-mortem vary greatly. There 
may be chronic nuclear degeneration, especially in as- 
sociation with diseases of the spinal cord, the results of 
embolism, thrombosis, or hamorrhage, a tumor arising 
within the medulla and confined to one side, a tumor 
growing from the membranes or bone, meningitis, 
caries, hydatid cysts, or direct injury from wounds.: It 
is probably more frequently associated with locomotor 
ataxia than with any other disease of the spinal cord, but 
it may occur in syringomyelia and in the spinal type of 
general paralysis. There is no reason why it should not 
occur in insular sclerosis. In bulbar paralysis, the 
atrophy like the other symptoms is practically always 
bilateral. Most often the patient can not give a clear 
account of the beginning of the trouble. If accurate 
histories could be obtained from patients, it is probable 
that apoplectiform cases would be found to be more 
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numerous than now appears. The most common clini- 
cal picture is hemiatrophy with greater or less change 
in the electrical response of the muscles, and with palsy 
of the palate and larynx on the same side accompanied 
by fibrillary twitching. Very often there is persistent 
head pain in the occiput on the corresponding side, and 
this seems to be more apt to occur and to be more severe 
in cases in which the lesion is not within the medulla, 
and hence is of some slight value in making the diag- 
nosis of locality. The accompanying symptoms may be 
much more widespread than those mentioned above. 
Thus there may be wasting of the muscles supplied by 
the spinal portion of the spinal accessory and of the 
arm, and indeed, as in one case, the hemiatrophy may be 
only the remainder of a wasting which has affected to 
some degree all four extremities. If the lesion is within 
the medulla since it will be above the crossing of the 
pyramids, there may be hemiplegia upon the side oppos- 
ite the hemiatrophy. There may be symptoms refer- 
able to the heart and lungs, due toimplication of the 
pneumogastric. The ocular symptoms which sometimes 
occur, are a complication due either to an independent 
nuclear lesion or the extension of a meningitis, 
rather than a part of the natural course of the affection. 

The most frequent predisposing cause probably is 
syphilis. It probably will be proven in the future that 
the poisons of the acute infectious fevers, as for exam- 
ple, scarlet fever, are occasional factors in causation, but 
thus far a sufficient number of cases have not been 
studied with regard to this to warrant any positive 
statement. It is curious that it is not often found in 
diphtheritic palsy. The influence of lead is still in dis- 
pute. The affection may of course, occur in childhood 
or old age, but is most frequent in mature life. The 
diagnosis of the existence of hemiatrophy can be made 
without any difficulty. It can scarcely be confounded 
with progressive facial hemiatrophy in which there is 
occasionally implication of one-half of the tongue. Acute 
hemiglossitis needs only to be remembered for the dif- 
ferentiol diagnosis to beclear. The diagnosis of the im- 
mediate cause and the exact pathological condition is 
never easy, and may be impossible. Itcan only be made 
by a study of the accompanying symptoms. I must 
thank Dr. J. H. W. Rhein for his assistance in review- 
ing the literature. 
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DISCUSSION. 


~~. Dr. WHARTON SINKLER.—This case recalls others that 
Ihave seen. The first was under my care for several 
weeks. She had hemiatrophy of the tongue, and a pe- 
culiar continuous pain located in the arm of the opposite 
side, unsteadiness of gait and wasting of the arm and 
leg. There was no paralysis, but there was slight inco- 
ordination of movement. A growth was suspected, but 
there was no change in the eye-grounds. The patient. 
died, and the autopsy made by Dr. Burr revealed a 
orowth involving the pons and upper part of the medul- 
la and affecting the hypoglossus. 

The second case is that of a colored man in the Phil- 7 
adelphia Hospital with syringo yelia in whom the 
tongue hemiatrophy is very conspicuous. ‘This is prob- 
ably due to involvement of the hypoglossus nucleus, 

Dr. WM. G. SPILLER.—I have a specimen given to me 
in Prof; Obersteiner’s laboratory in Vienna from a case 
in which the clinical history is not known. The hypo- 
glossal nucleus on one side is entirely destroyed, while 
on the other most of the cells are apparently normal, as 
shown by carmine, although they are perhaps less nu- 
merous. Within the degenerated nucleus. is a small 
. hemorrhage, and this points towards an infectious ori- 
gin. The infectious disease of the central nervous sys- 
tem are frequently associated with small hemorrhages. ~ 

Dr. F. S. PEarcE.—I think that the possibility of 
syphilis being an etiological factor in this case is great. 
There were probably both central and peripheral lesions, 
as evidenced by manifestations in other cranial nerves. 
While there has been a central syphilitic change there 
may also have been a specific neuritis in the hypoglos- 
sal nerve of that side, which would account in large 
measure for the atrophy. 

Adjourned. 


Stated Meeting, May 28, 1896. 
ie; JOHN T1. MUSSER, in the chair. 
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HE clinical history of the case is as follows: B. D., 
male, aged forty years. His previous health had 
always been good. Having felt poorly for about 

one month, one week prior to his death he began to com- 
plain of chilliness, sweats and vague gastro-intestinal 
symptoms. His wife then noticed that he was slightly 
| jaundiced. ‘The jaundice rapidly increased in intensity, 

until before his death it was extreme. On the second 
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day of his illness he began to be delirious and to have 
general convulsions. The liver dulness became very 
much decreased in area. The patient vomited often, and - 
his bowels were absolutely constipated. The urine con- 
tained leucin and tyrosin, but no albumin. Two days 
before his death, his delirium passed into stupor, stupor 
into coma, and in coma he died, Dec. 28, 1895. 

The clinical diagnosis was acute yellow atrophy of 
the liver. 

At the necropsy the liver was about one-third the 
normal size, brown in color, and with wrinkled capsule. 
It was peculiarly soft to the touch and cut like india rub- 
ber. On section the liver structure was indistinctly vis- 
ible in the right lobe, but absolutely abolished in the 
left. There was some oozing of bile. The gall bladder 
contained about an ounce of thick, greenish black bile, 
with a little bilesand. ‘There was no obstruction of the 
ducts, no calculi. The stomach contained a few ounces 
of bile-stained fluid, but was otherwise normal. The 
spleen was slightly enlarged and soft. The kidneys 
were congested, the capsule stripped well; the cortices 
were well marked off. The brain macroscopically ap 


peared normal. 
For the specimens we are much indebted to Dr. L.C. | 


Peer, 

| The lesions discovered by microscopical examination 
of the brain may be divided into those found in sections 

prepared according to the Golgi method and its modifi- 

cations, and those found in sections stained according to 

the Nissl methods and modifications. It is convenient 

to describe the latter first. 

Sections from the motor and prefrontal regions of the 
cereoral cortex after the usual procedures subsequent to 
hardening in aicohol, were stained with dahlia, vesuvin, 
magenta red, methylene blue and thionin. While the 
majority of the stainings with the first mentioned agents 
were very satisfactory, none of them approached in clear- 
ness and sharpness of detail those stained with thionin, 
according to the method of Lenhossek. The stainings 
were far superior to those obtained with the much 
vaunted methylene blue, which latter were, however, 
better than those obtained with the other dyes. What 
follows, therefore, refers particularly to thionin prepa- 
rations, though precisely similar changes were disclosed 
by the other stainings. 

The pathological lesions discovered affect the nucle- 
olus, the nucleus and the cell body (Fig. 1). Normally, 
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Fic. 1. Drawing illustrating parenchymatous degeneration of the 
cells of the cerebral cortex; implication of the nucleolus, nucleus, and 
cell body. The cells in the upper half as in a microscopic field; in the 
lower half, collected from various regions. N. C., normal cell for com- 
parison, Thionin preparation. x 1200 Zeiss. 


Fic. 2. Drawing ilustrating irregular swellings or tumefactions of 
the dendrites, with loss of the gemmule, of a pyramidal cell of the 
cerebral cortex—early stage of degeneration. Golgi-Berkely preparation. 


Fic, 3. Drawing illustrating atrophy and disappearance of the 
dendrites—late stage of degeneration. Golgi-Berkely preparation. 
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the nucleolus is of a definite size, of rounded contour, 
with edges smooth and well defined, and has a certain 
marked, not very variable affinity for the stain. In our 
preparations the nucleolus is very slightly, if at all, in- 
creased in size: it is of somewhat irregular contour, 
which irregularity is not marked, consisting when dem 

onstrable of a slight and limited projection into the sub 

stance of the nucleus at one, occasionally two points, along 
its periphery; its edges, while sharp and well defined, 
are not as smooth as normally, and its receptivity of the 
stain is markedly increased, it appearing as a jet black 
dot, rendering absolutely futile all attempts to recognize 
any structure. In its position within the nucleus we can 
recognize uo deviation from the normal, it being situa 

ted here and there irregularly as normally. 

The nucleus, while apparently exhibiting no marked 
deviations from the normal variation in size, is frequent- 
ly distorted in shape, being often elongated, again quite 
irregular with projections and indentations along various 
Mere Of its periphery. The two or three larger and 
more deeply staining chromophilic particles normally 
present irregularly arranged within the nuclei, are 
no longer visible as such. They have lost their 
identity by reason of the excessive staining which 
the other finer dust-like chromophilic particles have 
thus pathologically taken on. ‘The normally clear 
karyoplasm evinces a decided affinity for the stain, 
being in many instances excessively stained. This 
staining of the normally clear karyoplasm and the exces- 
sive staining of the nuclear chromophilic particles in 
many instances, produces such an intense staining of the 
nucleus as a wholeas to obscure the nucleolus, which, in 
other instances can be quite distinctly recognized. 

The cell body seems to be most intensely affected, 
their being present all gradations from slight implica- 
tion to almost absolute destruction of it. ‘The chromo- 
philic particles, which normally are distributed through- 
out the cell body with a certain regularity usually in 
rows, are in our preparations very irregularly arranged, 
often showing very curious figures. We notice in some 
cells but a slight deviation from the normal, the 
chromophilic particles having disappeared fiom but 
a small area, and being possibly more densely aggre- 
gated in another region. From this slight change 
there are visible all gradations of destruction until there. 
remains but the nucleus deeply stained, surrounded bya 
few particles still stained along the periphery of the cell 
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body. Inmany instances the chromophilic particles are 
excessively large. One is inclined to think of a coales- 
cence of smaller ones, as high magnifications (1200) fail 
to reveal any distinction into parts. In cells manifesting 
all grades of destructive changes, there is usually ar- 
ranged around the nucleus a layer of fine, stained dust- 
like particles, between which and the nucleus, there is 
always a clear unstained zone. 

In some instances the nucleus and cell contents have 
been entirely destroyed, or the nucleus has dropped out 
of the cell, and all that is discernable are a few fine 
stained particles along what was the periphery of the cell. 
In many cells which are not so excessively affected by 
the destructive process, there is an appearance extremely 
suggestive of fat globules and detritus. ‘The fat there- 
from may unfortunately have been removed during the 
process of hardening. 

The protoplasmic processes as far as they are stained 
present in some instances changes similar to those de- 
scribed as affecting the cell body. In most instances, 
however, they exhibit no deviation from the normal. 

The pathological changes described affect all varieties 
of cortical cells. We have been tunable to discover that 
any one variety is more affected than another. In 
spots, however, the destructive process has been more 
marked than elsewhere. In certain regions all the cells 
in a quite considerable area are more or less destroyed, 
while in others but fewcells are implicated. This applies 
to all the layers of cortical cells. Again, in a few places 
it seems as though the more superficial cells were more 
intensely affected than those of the deeper layers. These 
instances, however, are very few. 

Other pieces of cortex after hardening in Miiller’s 
fluid were stained according to the silver phosphomolyb- 
date method of Berkely. The difficulty of determining, 
by this and the ordinary Golgi method of staining, the 
number of cells affected is very great owing to the un 
certainty of the impregnation and to the fact that of all 
the cells of the various layers of the cortex but a very 
few are at any one time stained. This latter fact is, haw- 
ever, a great advantage, as we are thereby enabled to 
study much more readily the changes affecting the in- 
dividual cells and their prolongations. This method of 
staining is inappropriate for detecting the finer changes 
in the cell body, and in our preparations gave negative re- 
sults. The changes affecting the prolongations are, how- 
ever, quite definite. They are of two kinds, or, as we 
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prefer to say, two stages of one process. The first con- 
sists of a swelling (Fig. a), the second of an atrophy of 
the processes (Fig. 3). 

The first are more numerous. ‘They consist of irreg 
ular swellings or tumefactions which extend along the 
dendrites for a variable distance, and are of variable 
thickness. Some are very minute, others quite large. 
The apical process itself is very fr equently affected close 
to the cell body proper. In other instances the parent 
dendrite and its finer branches abruptly become thick- 
ened, and as abruptly resume their normal calibre. As 
a rule, throughout the course of these tumefactions the 
gemmulz are absent, though occasionally one still de- 
tects a few projecting from the periphery of the swell- 
ings. Along some of the finer dendrites not the subject 
of such pathological tumefactions, the gemmule have 
also disappeared. In other instances they themselves 
appear somewhat swollen. The varicosities normally 
present at the point of branching of the dendrites appear 
in many instances to be excessively large. 

The further stage of this destructive process has al- 
ready been alluded to as an apparent atrophy. The gem- 
mulz have entireiy disappeared from the dendrites—a 
very few may occasionally still persist. The dendrites 
themselves have become thinned and shortened. That 
they have not been broken or cut off during the process 
of preparation, is evident from the fact that at their dis- 
tal extremities they appear rounded and well defined. 
Further, many of the dendrites have entirely disappeared. 
In some of these latter instances, as well asin some of 
the former, the apical process is still quite thick. 

This destructive process affects apparently indiscrim- 
inately the various cells of the several layers of the cere- 
bral cortex. The determination of the number of the impli- 
cated cells is, however, as before stated, impossible. We 
could detect no pathological changes in the axis-cylinders 
or collaterals. 

The study of the cerebellum led to very indefinite re- 
sults. Aside from variations in the intensity of the 
staining of the Purkinje cells, nothing of any note was 
discovered by the use of the aniline dyes. The impreg- 
nation of the cells of the cerebellum by the Berkely mod- 
ification of the Golgi method was less satisfactory than 
was that of the cells of the cerebrum, but the alterations 
found in the Purkinje cells were practically the same as 
those described affecting the cells of the cerebral cortex. 
We detected no change in the neuroglia elements of 
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either the cerebrum or cerebelltm,;and no disease of the 
blood-vessel walls. 

To sum up we have found evidences of a marked de- 
structive process affecting the bodies and the processes 
of the nerve cells of the cerebral cortex. The lesion is 
parenchymatous affecting the nerve cells primarily, and 
is not secondary to any disease of the blood vessels. We 
are entirely ignorant of the primary cause of this de- 
structive process. It is more than probable, it is almost 
certain, that acute yellow atrophy of the liver is caused 
by a poison, and that it is not a local but a general con- 
stitutional disease, atoxemia. And since cerebral symp- 
toms, delirium, perhaps mania, general or local convul- 
sions and coma form no small part of its clinical history, 
we should expect to find distinct signs of disease in the 
cortex whether such signs be the result of penetrated 
function or its cause. The fact that heretofore micro- 
scopic study of the brain in conditions of delirium, acute 
mania, and the acute infectious fevers has frequently 
been fruitless or indefinite, proves nothing, since we are 
only now beginning to learn methods of research com- 
petent to show any of the finer microscopic changes. As 
methods have improved, the number of so-called func- 
tional diseases has steadily decreased. Granting that 
acute yellow atrophy of the liver is a toxemia we are 
confronted with the question as to whether the brain 
lesions found are due to the same poison or whether they 
are due to another or to others produced by disturbance 
of any of the body functions. We cannot answer it. We 
have, of course, assumed that the lesions found by us in 
this one case are not accidental, but essential. 

Whether this be so can only be proven by the study 
of other cases. The lesions found are, of course, not 
claimed to be characteristic of acute yellow atrophy of 
the liver. Indeed, we should expect to find similar 
changes in the acute infectious fevers accompanied by 
similar brain symptoms. Asa matter of fact the lesions 
found in this case by using Berkely’s modification of 
Golgi’s method correspond to those found experiment- 
ally by Berkely in ricin and alcohol poisoning and are 
not unlike those described by Andriezen and others as 
occurring in certain types of insanity, notably alcoholic 
dementia. 

That the case was one of acute yellow atrophy of the 
liver is proven not only by the.clinical history and the 
necropsy, but also by the microscopical examination of 
the liver, spleen and kidneys, 


SENILE PARAPLEGIA. 
By ALOYSIUS O J. KELLY, M.D. 


HE clinical historv of the case is as follows: G. B., 
aged 79 years, widower, white, native of Scotland, 
jeweller by occupation, was admitted to the out. 

wards of the Philadelphia Hospital, May 3, 1895, and to 
the men’s nervous wards of the same hospital, February 
13, 1896, and the following notes obtained : 

No history of any hereditary disease. He was treated 
in the surgical wardsof the Philadelphia Hospital during 
September, 1895 for urethral stricture, and subsequently 
again transferred to the out-wards He has been a mod. 
erate drinker: syphilis is denied. About three months 
prior to his admission to the nervous wards, he noticed 
that he was weak in the legs. He never had had any 
distinct apoplectiform attack. Two days before his ad- 
mission, on attempting to arise in the morning he found 
that he was paralyzed from the waistdown. He had re 
tention of urine and incontinence of feces. 

Examination on admission from the out wards re- 
vealed complete paralysis of all the muscles below the 
waist. There were no areas of anesthesia. The third 
day after the paralysis came on, bed sores began to form 
over the sacrum and heels. Although he was put ona 
water bed, these bed sores rapidly became worse. | Ex- 
amination of the urine showed a trace of albumin and a 
large number of granular casts. Symptoms of uremia 
began to develop and spots of consolidation in both lungs 
could be detected. ‘The fourth day after his admission 
he became delirious. The temperature never went 
above normal. He became rapidly weaker, and died 
seven days after admission, apparently of uremia (Feb- 
ruary 20, 1896, 5 P.M.) 

Post-mortem examination by Dr. Jamison, February 
22. 1896, 11 A.M. Body of well-nourished old man, a small 
bed sore over the left heel and a large one over the sac- 
rum. Bladder distended and inflamed. Kidneys show 
parenchymatous and interstitial nephritis. Heart nor- 
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mal. Lungs emphysematous; a few spots of senile pneu- 
monia. No gross lesions of the brain or spinal cord, ex- » 
cept a chronic leptomeningitis. 

For the specimen (spinal cord) and the above 
notes, am very much indebted to Dr. Charles K. Mills. 

Microscopical examination of the cord revealed 
changes which, though intimately associated in a causa] 
relationship, it will be convenient to describe under two 
headings, first, those affecting the nerve fibres; second, 
those affecting other tissues. 

Upper cervical region: In the postero-median columns, 
close to and parallel with the posterior two thirds of the 
median fissure, there is anarrow area in which the nerve 
fibres are diminished in number and in thickness. There 
isa quite marked degeneration of conical shaped area 
with base inward, bounded by the anterior one third of 
the posterior fissure, the posterior commissure, and the 
posterior cornua, and extending pointedly into the pos- 
tero-external columns almost to the periphery. In the 
lateral columns not strictly localized to the pyramidal 
tracts although there much more marked, the nerve 
fibres are degenerated in part. 

Cervical enlargement: The degeneration in the pos- 
tero-median columns along the posterior fissure is more 
marked than in the previous section, while the conical- 
shaped area alluded to, is larger. The degeneration in 
the lateral columns is marked, but is not limited to the 
pyramidal tracts While these tracts are much more af- 
fected than are other regions, the degeneration extends 
forwards into the anterior ground fibres. 

Lower cervical: The degeneration in the posterior 
columns, while more marked along the posterior median 
fissure is distributed to some extent throughout the col- 
umns. ‘The degeneration in the lateral columns as here- 
tofore affects particularly and more markedly the pyra- 
midal tracts, though it isnot confined to them. 

Upper, middle and lower thoracic regions: The de. 
generation in the posterior columns is much more gen- 
eral and much more marked than in previously described 
sections ‘The degeneration in the lateral columns is of 
about the same extent as in the last mentioned section. 

Lumbar cord: The degeneration in the posterior col- 
a is very marked. In the lateral columns as hereto- 
ore. 

Sacral: The fibres along the lateral margin appear 
fewer in number and narrower than elsewhere 


Fic. I, Drawing showing the excessive intra-spinal overgrowth of 
connective tissue and its sources of origin, the sclerosis of blood vessels 
and pia mater. Ammonio-carmine preparation. 


Fic. 2, Photograph showing the blood-vessel sclerosis, the associ- 
ated perivascular connective tissue overgrowth, and the numerically 
increased and much thickened trabecule of connective tissue and the 
numerous islets of sclerosis in connection therewith. Weigert-Pal 
preparation. 


Fic, 3 
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Higher magnification of Fig. 2. 


ic. 4. Photograph showing changes similar to those evident in 
Figs. 1., 2. and 3. Heematoxylin—Picric Acid—Fuchsin preparation, 
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When not otherwise stated, the nerve fibres of the 
various tracts appear normal. 

Throughout the cord at all levels, but especially in 
the regions noted as revealing nerve fibre degeneration 
that is, in the posterior and lateral columns—there is a 
great increase of the connective tissue. This connective 
tissue overgrowth is intimately associated with changes 
in the blood-vessels and pia-mater. With the exception 
of the very minutest ones, the blood-vessels are every- 
where distended, and all have greatly thickened walls. 
This applies to vessels of all calibres, from minute spinal 
ones to larger pial vessels. The smallest spinal vessels 
have greatly thickened walls and the lumen of many of 
them has apparently become obliterated. Careful exam- 
ination of somewhat larger ones, reveal slight prolifera- 
tion of the intima and great increase in the thickness of 
the media, which is poor in nuclei, concentrically lami- 
nated, and apparently somewhat hyaline in structure. 
Surrounding this latter is a layer of variable thickness of 
less homogeneously staining connective tissue. These 
changes are very marked in some of the median sized 
and larger vessels, which themselves are occasionally the 
seat of some round cell infiltration. 

The pia-mater is very greatly thickened, contains a 
very few nuclei, and has become united with the arach- 
noid. The peripheral layer of the spinal neuroglia is 
also greatly thickened. From this greatly thickened pia 
and neuroglia, and from the blood-vessels with thickened 
walls as noted above, there extend throughout the cord 
numerous connective tissue trabeculae. ‘These are very 
greatly in excess in number and much thicker than nor- 
mally, and while present throughout the cord, are much 
more in evidence in the areas already referred to as re- 
vealing nerve fibre degeneration. 

These trabecule are frequently very thick, inclosing 
within their confines bundles of nerve fibres, whereas, 
again they are finer and surround only individual fibres, 
leading thus to degeneration of single fibres. The blood- 
vessel sclerosis is, of course, not confined to the vessels 
of the white matter of the cord, but implicates of neces- 
sity those supplying the gray matter, which latter is not, 
however, appreciably altered. The central canal 1s filled 
with proliferated epithelium. 

The most evident and important pathological altera- 
tion discovered in these sections is, therefore, the exces- 
sive overgrowth of connective tissue; the nerve fibre 
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degeneration being very properly considered secondary 
thereto. ‘Che intimate association of this sclerosis with 
the blood-vessels is very patent. The blood-vessels 
themselves are the seat arteritis and endarteritis, and 
around them as foci proceed trabecule of connective tis- 
sue encircling in places numbers, in others,fewer nerve 
fibres. The neurolgia along the periphery of the cord is 
also greatly thickened, and from it proceed also into the 
cord, trabecule of fibrous tissue, much increased in thick- 
ness and in number. 

This sclerosis originating around the vessels and peri- 

phery of the cord, while marked in all regions of the 
cord, is, however, much more intense in the posterior 
and lateral columns, especially in the area of the pyra- 
midal tracts, and is more marked in the thoracic region 
than elsewhere. In areas slightly affected, more particu- 
larly where the sclerosing tissue surrounds groups of 
nerve fibres, rather than individual ones, the fibres for 
the most part appear normal. In other regions, however, 
in which the sclerosing connective tissue envelops fre- 
quently individual fibres, these have suffered greatly 
therefrom and have become atrophied, axis cylinder and 
medullary sheath in many instances, having disappeared, 
in others being much narrower than normally. There 
remain, therefore, in consequence, many minute islets of 
fibrous tissue. In places where several larger vessels 
are in close opposition there are quite large spots of 
sclerosis. 
There was discovered no embolic, thrombotic, hem- 
orrhagic, or other process to account particularly for the 
acute manifestation of the severe symptoms. ‘The case 
is simply an illustration of one of the many instances 
with which the neuropathology abounds in which defin- 
ite lesion are for a long time devoid of any very manifest 
symptoms. These when they do come on, frequently 
make their appearance abruptly. 

That the patient, however, was not entirely without 
symptoms prior to the acute attack of paraplegia, is evi- 
denced by the weakness of his legs. And, in the light 
of the microscopical examination, and reasoning a priorz, 
one may very safely assume that there were present 
other symptoms, unfortunately overlooked as is but too 
frequently the case in the gradualand progressive weak: 


ness which attends old age. One cannot, therefore, but _ 


regret imperfect history. 
The designation “ Senile Paraplegia,” is admittedly 
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ill-chosen, but has been selected because of its concise. 
ness, and because it is sufficiently expressive of the clini- 
cal condition. We do not, however, desire to be under- 
stood as suggesting that the changes described are essen- 
tially senile in nature. They are distinctly pathological, 
and while frequently an accompaniment of old age, they 
are to be considered apart from changes of a purely sen- 
ile character. It will hardly be appropriate to here enter 
upon the discussion of this subject in detail. For the 
photographs [ am much indebted to Dr. Schively. 


THE SPINAL CORD LESIONS IN A. CASH aaa 
FRACTURE OF THORACIC AND LUMBAx 
VERTEBRA. 


By ALOYSIUS O. J. KELLY, M.D. 


HE clinical history of the case is as follows: W. T. 
A., male, aged 33 years, mason by occupation, was 
admitted to the Orthopoedic Hospital under the 
charge of Dr. Wharton Sinkler, March 28, 1895. He had 
had gonorrhcea when he was 25 years of age, but syphi- 
lis was denied. December 30, 1891, a scaffold on which 
the patient was working, gave way, causing him to fall 
twenty feet to the ground. He struck on his heels, then 
on his back. A brick standing on end struck him in the 
lumbar region to the right of his spinal column, causing 
a bruise which persisted for some time. On attempting 
to arise he could not move his legs. He began to imme- 
diately experience a sensation as of “ pins and needles ” 
from his waist down. For four days after the accident 
his leys were painful and felt cold. He had complete 
loss of control of his bladder and rectum. His sexual 
function was abolished. 
Examination on admission to the hospital: No erup- 
tion or cedema; deep bed sores over the sacrum, on 
each heel, and on the calf of the left leg. No movements 
in the legs, no rigidity. Loss of control of the bladder 
and rectum. Complete anesthesia below the crests of 
the ilea; touch, pain and temperature sense all abol- 
ished. No girdle pain. No tenderness on pressure over 
the nerve trunks. Elbow jerks equal on both sides; 
muscle jerks in arms normal. Knee jerks absent, not re- 
inforcible. Tendon achilles jerks absent; plantar jerks 
absent ; cremasteric jerks present but much retarded. 
Abdominal reflexes present. Urine contains a trace of 
albumin. 

Electrical examination (Dr, Willets): No reaction to 
the faradic current in any of the muscles of the legs. 
Galv. ancle. > Kele. 35 ma. required to secure reaction in 
tibialis anticus ; calf muscles 30 ma. Galvanic qualita- 


Fic. 1. One cm. above lesion. Photograph showing distortion’ of 
the cord. and complete degeneration of all the nerve fibres, except a few 
of those of the anterior column. Weigert-Pal preparation. 


Fic. 2. Thoracic Cord, three cm. above lesion. Photograph show- 
ing degeneration of the nerve fibres of the posterior column and of those 
along the antero-lateral periphery (direct cerebellar and antero-lateral 
ascending tracts). Weigert-Pal preparation. 


Fic. 3. Thoracic cord, nine cm. above lesion. Photograph show- 
ing degeneration of the postero-median, postero-external (partial), 
direct cerebellar and antero-lateral ascending tracts. Weigert-Pal prepara- 
ion. 


Fic. 4.] {lower cervical cord, sixteen. cm. above lesion. Photo- 
graph showing degeneration of the postero-median, direct cerebellar and 
antero-lateral ascending tracts. Weigert-Pal preparation. 


Fic. 5. Cervical enlargement, twenty-two cm. above lesion. Pho- 
tograph showing degeneration of the postero-median, direct cerebellar 
and antero-lateral ascending tracts. Weigert-Pal preparation. 
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tive and yuantitative change. Pupils equal and react 
well to accommodation and to light. 

October 7, 1892, the patient died. The autopsy re- 
vealed a fracture dislocation of the first lumbar on the 
last dorsal vertebra; the dura mater adherent to the 
bodies of the vertebre at the seat of fracture; the entire 
lumbar cord and the lower dorsal cord much flattened ; 
chronic cystitis; slight dilatation of the ureters; pyeli- 
tis; abscesses in the kidneys. | ort 

For the specimen (the spinal cord) and the above 
notes, I am very much indebted to Dr. Charles W. Burr. 

Microscopical examination(Weigert-Pal preparations): 
A section through the centre of the area of disease re- 
veals total destruction of the cord, it being impossible to 
recognize any of its various constituents. What was the 
cord is now a mass of fibrous connective tissue, through 
which run a few partially degenerated nerve fibres. The 
nerve fibres of the cauda equina, particularly the most 
external ones, still retain their myeline sheath. Sur- 
rounding the structures of this region is a thick mass of 
dense fibrous tissue. 

A section through the cord one centimetre above the 
former, shows great distortion of the cord, particularly 
of the postero-lateral regions, the component parts of 
which cannot be separately recognized. The cord is 
flattened from before backward, the posterior cornua be- 
ing apparently displaced laterally, the posterior and late- 
ral columns being crushed antero-posteriorly. The 
normal configuration of the anterior cornua and columns 
is well retained. There is complete degeneration of all 
the nerve fibres in this region of the cord, with the ex- 
ception of a few along either side of the anterior median 
fissure, a few of the most centrally located of the ante- 
rior columns, a few skirting the medial and anterior bor- 
der of the anterior cornua. and a few of the anterior 
commissure (Fig. 1). 

A section through the cord 3 cm. above the first, 
shows the cord to be about normal configuration. Along 
the antero-lateral periphery there is a degeneration of 
the nerve fibres of varying extent, being greatest just a 
little external to the posterior cornua. With the excep- 
tion of afew fibres bordering the tips of the posterior 
cornua, the fibres of the posterior columns are degenera 
ted in their entirety (Fig. 2). 

A section through the cord g cm. above the first re- 
veals a complete degeneration of the fibres of the postero- 
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median (Goll’s) column, and some degeneration of the 
medial peripheral fibres of the postero-external (Bur- 
dach’s) column. There is some degeneration of the fibres 
along the periphery of the cord between the anterior 
and posterior cornua of both sides. This degeneration 
is most marked about midway between tLe cornua, at 
which place it penetrates some distance into the sub- 
stance of the cord (Fig. 3). 

A section (lower cervical) 16 cm. above the first, shows 
complete degeneration of the posterior median columns, 
which degeneration towards the posterior commissure 
spreads out fan-shapea. The postero-external columns are 
otherwise unaffected. The degeneration along the lateral 
periphery noted in the previous section is more marked, 
and about midway between the anterior and posterior 
cornua extends quite a considerable distance into the 
' substance of the cord (Fig. 4). 

A section (cervical enlargement) 22 cm. above the 
first reveals the same general characteristics as those evi- 
dent in the last described section (Fig. 5). 

Below the seat of manifest lesion—in the conus—it is 
absolutely impossible to recognize any spinal cord struc- 
ture. There is present a mass of connective tissue 
through which run a few partially degenerated nerve 
fibres. 

When not otherwise mentioned the tracts are normal. 

There is, therefore, complete disorganization of the 
‘cord at the seat of fracture, and above this region 
throughout the cord, ascending degeneration of the pos- 
tero median, direct cerebellar, and antero-lateral ascend- 
ing (Gower’s) tracts; and for a short distance, degenera- 
tion of the postero-external columns. In other words, 
we find the anticipated spinal cord lesions of a fracture 
in this region. To be mentioned only is the degeneration 
of the direct cerebellar tract in conjunction with a frac- 
ture of the vertebrz so low down. : 

For the photographs, fam very much indebted to Dr. 
Schively. 


A CASE OF PRIMARY COMBINED COLUMN DIS- 
EASE. 


By JOHN H. W. RHEIN, M.D., 


Instructor in Nervous Diseases, Philadelphia Polyclinic. 


RS. L,, aged 59 years, presented herself for exami- 

| VI nation, ‘complaining of unsteadiness in walking 

and numbness from the waist downward. Her 

family history reveals a decided neurotic taint. Her 

grandmother and three aunts had paralysis agitans, a 

sister nystagmus, and her mother an attack of apoplexy. 

She herself had enjoyed excellent health prior to the on. 

set of the present affection, which began, she stated, 
suddenly, about two years previously. 

There was an attack of unconsciousness preceded by 
stiffness in the neck and nausea. No paralysis followed, 
but shortly afterwards distinct insecurity in walking, 
with progressive weakness in both legs developed. She 
became emaciated and extremely pallid. 

When examined by Dr. Frances Janney, eighteen 
months after the onset, she presented the following 
symptoms: 

The patient was exceedingly anzmic, and moderate- 
ly emaciated. There was no paralysis, though the legs 
were weak. The wasting was general and did not sug- 
gest atrophy from central trouble. The station was poor 
with feet together and eyes open or closed. ‘The gait 
was distinctly ataxic. The knee jerks were decreased on 
both sides, but reinforcible. The plantar reflex was re- 
tained. There was no change in sensation except pares- 
thesia of the legs and trunk to the waist. A vaginal ex. 
amination revealed the presence of a large tumor involv- 
ing the fundus of the uterus. Its existence had hitherto 
not been suspected. 

Some months later a second examination was made 
and the above condition confirmed. The knee jerks were 
irregular. On the right the response was slightly below 
normal, on the left almost normal, on both sides reinforc- 
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ible. There was no clonus or ankle jerk. The elbow 
jerk and chin jerk were present. Muscle reaction was 
good. Pain sense and sensation to touch and heat were 
normal. The paresthesia was still present. 

There was no disturbance af the bladder or rectal 
functions. A fine rythmical tremor in both hands was 
observed. ‘This had existed for years and was not made | 
worse by voluntary effort. An examination of the blood 
made by' Dr. James E. ‘Talley, showed 2,464,000 red blood 
cells and 40% hemoglobin. Dr. A.G. Thomson reported 
the eye condition as follows: Pupillary reaction normal, 
form fields and fundi normal. Clear media, margins of 
discs hazy. ‘The patient died a year later from exhaus- 
tion. Her exact nervous condition at the time was not 
studied. 

The necropsy revealed the following facts: In the 
uterus, involving the whole body of this organ, was a 
large; hard tumor, which microscopic section proved to 
be a fibro-sarcoma. Some few masses, small in size and 
scattered, were seen in the liver, which was normal in 
size. The examination otherwise proved negative, ex- 
cept the spinal cord, which was the seat of a lesion pre- 
senting the greatest interest. Microscopically the cord 
appeared smaller than normal. There was no menin- 
gitis. The brain and its enveloping membranes showed 
no change. Unfortunately, the brain in the process of 
hardening, underwent decomposition, hence a report of 
the microscopical condition of this organ is impossible. 
Macroscopically there was demonstrated degeneration in 
the posterior and lateral columns of the spinal cord, as 
seen by the distinct paling of these tracts. The process 
involved the whole extent of the cord and was most in- 
tense in the lower dorsal region. The degeneration in 
the lateral tracts was not so extensive as in the posterior 
columns at any of the levels. 

The cord was hardened in Miiller’s fluid, imbedded 
in celloidin, and stained by the Weigert-Pal method and 
with ammonio.carmine. 

Microscopical—After staining, a sclerotic change was 
seen in the posterior and lateral pyramidai tracts through- 
out the whole extent of the cord, almost systemic in char 
acter. In the posterior columns ‘the degeneration is most 
intense in the dorsal region, least in the lumbar region, 
while in the cervical region it is considerably more than 
moderate. ‘There is always a strip of healthy tissue sur- 
rounding the degenerated area in the posterior columns 


Fic. 1. Cervical cord showing degeneration of the postero-median, 
the postero-external (in part), and the crossed pyramidal tracts. 


Fic. 2. Thoracic cord showing degeneration in the posterior and 
lateral columns, 


Fic. 3. Lumbar cord showing degeneration in the posterior columns. 
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and thecolumns of Goll are more intensely involved than 
the columns of Burdach. 

The ganglion cells in the anterior horns show slight 
change in places, chiefly in the upper dorsal region. The 
posterior roots and Clark’s column show no signs of in- 
volvement. 

In the upper cervical region, the degenerated area in- 
volves the columns of Goll in their entirety, except a 
few fibres medianward and cervically, which take the 
stain well. Though to a much less degree, the columns 
of Burdach are markedly involved. Centraliy there re- 
main a number of healthy fibres, while peripherally but 
a few well-stained fibres can be seen. The root zones are 
present. In the lateral pyramidal tracts there is begin 
ning degeneration, but to a much less degree than is 
seen in the posterior tracts. The anterior pyramidal 
and cerebellar tracts are intact. The anterior horns and 
posterior roots as well as the remaining tracts of the cord 
are normal. 

In the cervical development, the same condition exists 
save that the degeneration in the postero-external col- 
umns and in the lateral pyramidal tracts is more in- 
tense. 

In the dorsal region the process has so far progressed 
that few healthy fibres remain in Goll’s columns. In the 
columns of Burdack a narrow strip along the posterior 
horns alone is stained, the process growing more intense 
from above downwards. In the anterior pyramidal tracts 
a very moderate degree of degeneration is observed. 
There is marked degeneration of the crossed pyramidal 
tract. In the upper levels a few ganglion cells have lost 
their prolongation, but there seems to be no lessening in 
the number. The process involved to : very slight de- 
gree the antero-lateral ascending tracts. 

In the lumbar region the degeneration is less marked, 
especially marginally. In the posterior columns healthy 
fibres in increasing numbers are observed. A _ band of 
well-stained tissue encircles completely the degenerated 
area. 

In the lumbar enlargement, only traces of the pro- 
cess in the lateral columns are seen. In the posterior 
columns are two wedge-shaped areas of degeneration on 
either side of the posterior fissure, surrounded by healthy 
tissue. 

The degeneration now rapidly becomes less in extent 
and degree, until in the sacral cord there is no trace of 
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the process visible. Clark's columns aed tlty posterior 
roots are intact. 

The carmine specimens show smaller axis. cylinders ; 
in places many entirely disappeared; a marked increase 
in connective tissue. Toa very moderate degree is there 
increase in the blood vessels. There were seen no granu- 
lar cells in any of the sections. 

_ This is evidently one of a group of cases which has: 
been variously described as combined tabes, postero.lat- 
eral sclerosis, spastic tabes (Grasset), ataxo-paraplegic. 
tabes (Déjerine’, ataxic paraplegia (Gowers), combined 
fascicular disease, progressive spastic ataxia 1 Dana), true 
combined system disease (Babinski and Charrin) and pri- 
mary combined column disease (Rothman). 

In 1871 Prevost described the post-mortem findings. 
in what was probably the first case belonging to this: 
group. Later, Babesin, Striimpell, Siali, Westphal and 
others added cases to the literature of the subject... In 
1886 Grasset collected 33 cases with autopsies and called. 
the disease combined tabes (ataxo-spasmodique). The 
evidence did not point to a mere systemic lesion. He 
believed with Gowers that while the lesion in the pos- 
terior columns was systemic, in the lateral columns it 
tended to be diffuse, and cpauanenr aie that the process was 
a diffuse myelitis. 

A study of the autopsies in the cases above demon- 
strates clearly that the disease is one with a most varied 
morbid anatomy, different columns in varying degrees 
of intensity being involved. The gray matter may or may 
not be diseased ; the peripherai nerves have been found 
involved; Clark’s columns and the posterior roots as 
shown by Rothman, Mayer and others are often affected. 
On the other hand, a’‘number of cases show a noteworthy 
unanimity in the distribution of the lesion in the poster- 
ior columns With moderate constancy the lesion is 
more intense in the lower dorsal region, less in the cer- 
vical region and least in the lumbar and sacral regions. 
Asarule there is a band of healthy fibres surrounding 
the diseased areas adjacent to the posterior horns. In, 
the lateral columns the degeneration is not strictly sys- 
temic as Gowers, Dana and others have proven, and. 
which is shown in the case under discussion. 

In some cases the lateral mixed columns are en- 
‘croached upon, and the direct cerebellar tracts are not in-. 
frequently involved. In Striimpell’s case, reported in 
1880, there was systemic degeneration of the pyramidal 
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tracts, posterior columns, cerebellar tracts with atrophy 
of Clark’s columns. The anterior horns and peripheral 
nerves escaped. 

This variability in the morbid anatomy, together 
with the irregularity in the clinical history, suggests 
that the lesion is not truly systemic, but rather diffuse, 
beginning asa primary disease of the column of the cord, 
the posterior and lateral pyramidal tracts most usually, 
and developing as the process progresses into a diffuse 
one. It is not a systemic lesion, as Striimpell, Hochhaus 
and others maintained. It may, if the patient succumbs 
early, show a limitation to certain tracts in the cord, but 
when the disease is of long duration the process takes on 
an increasingly diffuse character. Striimpell believed 

that the further extension of the disease by continuity is 

improbable. Certainly, at first the limitation to certain 
columns, and the freedom of the parts immediately ad- 
joining the diseased areas, inclines to this view, but later 
there js little doubt that continuity plays at least some 
part in the extension of the lesion. 

The presence in the case under discussion, of a mal- 
ignant tumor of the uterus is interesting in connection 
with the recent reports of spinal degeneration in consti- 
tutions with morbid blood states. Lichtheim, Nonne, 
Minnick» Burr and others have described characteristic 
lesions of the cord in pernicious anemia. Babes and 
Kalindero, in 1890, reported a case of Addison’s disease, 
with lesions in the posterior and lateral columns witha 
distribution which suggests to no shg¢ht degree that found 
in many of these cases of combined sclerosis. Fleiner 
quotes Abegg’s case of spinal degeneration in a case of 
Addison’s disease. ‘There was change in the posterior 
columns in two of his own cases. 

Minnich mentions spinal change in three cases of. 
chronic icterus, in one case of leukgzemia, in a case that 
died of tumor of the “ vermis inf. cerebri,”’ in two cases 
of chronic nephritis, and finally, a case of carcinomatous 
cachexia with hydremia. Lastly, spinal lesion has been 
found in hypnotismus, pellagra, lathyrismus, and iead and 
alcohol poisoning. This clearly demonstrates some re 
lation between toxic blood conditions and spinal degene- 

ration, but just what that relation is, it is impossible in 
the present light of our knowledge to decide. In perni- 
cious anzemia, the origin of the blood state remains as 
obscure as the cause of the spinal lesion. The theory 
that the two conditions are common results of the same 
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cause, probably a toxine seems the most plausable ex- 
planation, one is justified at present in making. 

Since the exact duration of the tumor of the uterus is 
not known, we are inclined to place no importance upon 
its presence, and all the more likely to consider its pres- 
ence a coincidence. 

In studying the etiology of the affection it will be 
seen that nervous heredity plays an unimportant part; 
that syphilis is rarely an antecedent ; that it is more fre- 
quent in males; that it is a disease of adult life; that ex-. 
posure and excesses, exercise, predispose, and lastly, it 
follows spinal injury according to Rothman. The symp- 
toms are characteristics. The onset is gradual, the first 
symptom being unsteadiness in walking. Soon there is 
added stiffness in the muscles, though this may be ab- 
sent. Romberg’s symptom is present and the gait is dis 
tinctly ataxic, though differing from the walk of true 
tapes. “The high raising and flopping down of the feet 
is not prominent. It isa mingling of the gaits of spastic 
paralysis and true tabes—when spastic symptoms are 
present. Lighting pains are almost always absent owing 
probably to the freedom of the root zones. Other sen- 
sory symptoms are rare. The reflexes show a wide dif- 
ference from the tabes. {he knee jerks are usually much 
exaggerated or spastic at first, while towards the last 
they may be almost or quite absent. The plantar reflex 
is present, as well as the remainder of the superficial re- 
flexes. The sexual power is early lost. The eye symp. 
toms sometimes, but rather exceptionally, resemble 
those found in true tabes. The iris reflex to light is us- 
ually preserved and optic atrophy is the exception. Pro- 
gressive weakness ushers in the final symptoms. 

The disease has little tendency in itself to cause death 
according to Gowers and Dana, and usually is of long 
duration. Rothman’s experience, however, leads him to 
conclude that the duration of the disease is but three 
years. In our own case the patient expired just three 
years after the appearance of the first symptoms, but the 
case was not uncomplicated, and had the malignant 
tumor been absent we are warranted in supposing that 
the patient would have survived a longer period. 

In conclusion, thanks are due Dr. Frances Janney for 
her kindness in permitting this report and for the oppor- 
tunity of making the necropsy. To the kindness of Dr. 
Schively are we indebted for the photographs. 
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SPINAL CORD FROM A CASE Or POTTS: DIS8- 
KASE. 


By HENRY D. BOYER, M.D. 


HE following case was under the care of Dr. J. P. 
Willits in the Germantown Hospital in the spring 
of 1894. 

Unfortunately he was an Italian who spoke no lan- 
guage other than his own, and his previous history could 
not be ascertained. 

When brought to the hospital he was a middle-aged 
man, with the objective symptoms of a chronic myelitis. 
And no direct cause for the cord disease could be found. 
He had evidently been in bed for some time. There were 
much emaciation, complete paraplegia, and contractures 
of the thighs and the legs with fibrous anchylosis at the 
hips and the knees. ‘The sensation was completely lost 
from the umbilicus down. ‘The knee jerks'could not’ be 
tested on account of the contractures. There was full 
control over the bladder and the bowel sphincters. The 
arms were in no way affected, except by the general 
weakness. The back was perfectly straight. There was 
no point of especial tenderness along the spine, nor any 
pain in any other part of the body. The temperature 
was at times hectic, but no focus of pus could be found. 

This condition remained much the same for some 
five months, the symptoms of myelitis becoming grad- 
ually worse until death occurred. ‘Towards the latter 
part of this time, the control of the bladder and the 
bowels was lost, and a bed sore developed on thesac rum 
and right heel. , 

The post-mortem was made by Dr. Burr, who gave 
me the following notes of it and the spinal cord. 

At the time of the man’s death, there remained the 
-paralysis and the contractures of the leg as before 
noted. There was no angularity of the spinal column 
and no prominence looking like an abscess near the 
surface. On cutting down on the spine, there was 
opened a large pocket holding almost a pint of pus. 
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‘This was found under and to the inner side of the right 
scapula. The pus had burrowed into the posterior media- 
stinum, but not into the pleural cavity. The laminz of 
the dorsal vertebre from the fifth down were carious. 
The bodies of the same vertebrz were markedly carious 
and filled with cheesy matter. The most marked de- 
struction of bone was in the fifth, sixth and seventh dor- 
sal vertebre. The meninges of the cervical portion of 
the cord were normal. Those of the lumbar region were 
almost free of deposit. In the dorsal region, the dura 
was greatly thickened. At the point of* most disease, 
from the fifth to the eighth dorsal vertebra, the cord was 
completely surrounded by a thickened dura, at some 
places one-half of an inch in thickness. The brain was 
normal. The lungs showed miliary tuberculosis with 
pleural adhesions. 

The microscope shows the extreme dural thickness 
to be due to an inflammatory process in the dura itself, 
with new cell formation, and toacellular anda cheesy 
deposit on the outer side of the dura. 

The cord is greatly pressed upon by this new tissue. 
It is distorted and nearly destroyed at this site by both 
the mechanical and some inflammatory processes. Sec- 
ondary degenerative lesions are found both above and 
below this point. At the. place of greatest pressure, 
there is shown some inflammatory changes. -Many new 
cells are present where only nervous tissue should exist. 

There is no distinct line of demarcation between the 
gray and the white matter. Both being almost totally 
destroyed. The cellsin the anterior horns of the gray 
matter are few in number. Some are destroyed. Others 
are not perfect, having lost some of their processes. 
The central canal is filled by new epithelial cells. The 
white matter is mostly degenerated in all portions of the 
cord at this level. Most of the axis cylinders and the 
myelin sheaths are totally destroyed. Other myelin 
sheaths are undergoing destruction, being swollen or 
narrowed, according to the degree of degeneration. 
Small particles of myelin, not in cylindrical form, are 
everywhere found through the section. There are a 
few of both myelin sheaths and axis cylinders that are 
normal. These are found near the centre of the section, 
and around the remains of the gray matter where least 
pressed upon. | 7 

The secondary degeneration both above and below 
the point of most pressure shows the same kind otf 
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change as above described,but to a less extent. It follows 
fixed columns. In none of these is the degeneration so 
marked as at the transverse myelitis. 

In the cervical enlargement, the posterior median 
tracts of Goll are almost totally destroyed. The columns 
of Burdock are a very little affected. ‘There is another 
small degenerated area in the lateral ascending columns. 
This is close to the margin of the cord and in the ex- 
treme lateral part. 

A section very high, near the medulla shows the de- 
generation in the posterior median columns. That in 
the ascending lateral tract is not so wide as in the cer- 
vical enlargement. The other lateral tracts are normal 
above the lesion. 

Below in the lower dorsal region all the lateral 
columns are involved, except the lateral fundamental 
zone lying near the anterior gray matter. The direct 

ramidal tracts are also marked by the degeneration. 

In the lumbar region, the antero-lateral tracts all 
show more or less destruction, except immediately 
around the anterior gray matter. he degeneration is 
greatest near the surface. 

Below the lesion the posterior columns are not af- 
fected. 

I wish to thank Drs. Burr and Willits for the privi- 
lege of presenting this case. 


Fic.’1. Drawing showing the gross lesions: a, right third nerve ad- 
herent to fibroid mass; bh, right internal carotid plugged by a thrombus -; 
c, fibroid mass filling the Sylvian fissure and extending backward to the 
erus; d, chiasm; e, left internal carotid containing recently organized 


thrombus; f. left third nerve; g, left postcommunicant at junction with 
postcerebral ; h, basilar giving off postcerebral. * 


* This illustration 1s used through the courtesy of the publis‘iers of the 
Medical News. 


Fic. 2. Section of right oculo-motor nerve, showing complete de- 
generation and almost total disappearance of the nerve fibres. Low 
magnification. 


lic. 3. High magnification of Fie. 2. 


CHREBRAL SYPHILIS} 
By MARY ALICE SCHIVELY, MD. 


HE case under examination presented the follow: 
ing clinical history: L.S., single, aged 29 years; 
a seamstress by occupation. The family history 
was. negative. She had a history of alcoholism and 
syphilis, with sore throat, skin eruption and loss of hair. 
In July, 1894, she began having persistent frontal head- 
ache; at the same timre her, eyesight began to. fail. 
Upon awakening one morning early in September, she 
noticed for the first time that her right eye turned up- 
ward and outward. Upon attempting to rise she was 
unable to stand, and discovered that her left leg was 
useless. She afterwards regained some use of her leg, 
but continued to be subject to occasional attacks, during 
which it would suddenly give way. 

The patient was admitted to the Nervous Wards of 
the Philadelphia Hospital in December, 1894. 

At this time she had a stupid expression of coun- 
tenance, and wandered about aimlessly, speaking but 
little. She constantly complained of headache which 
was relieved somewhat at intervals, by repeated doses of 
potassium iodide. She had periods of marked irritabil- 
ity, which were followed in turn by mental hebetude, 
after which she would remain in bed and during which 
she could not easily be aroused, and would not answer 
questions. Her gait was of a shuffling character; knee- 
jerk was plus and there was slight ankle-clonus of the 
left side. 

Examination of the eyes was made by Dr. Oliver 
The conditions were as follows: There was complete 
ptosis of the right eyelid; this eye itself was directed 
outward, and all movements of the globe were lost, ex- 
cept outward and a slight movement upward and out- 
ward; the pupil was immobile, four mm. in diameter. 


‘ For a short report of this case, exclusive of the results of the micro- 
scopical examination, consult Mills: ‘‘Some Phases of Syphilis of the 
Bra:n,’’ Case V., Medical News, December 7, 1895. 
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The left pupil responded to hight. Both pupils were oval 
and both optic discs gray. 

On February 28, 1895, the patient went to bed in a 
‘spastic condition similar to that of previous attacks, but 
more marked. The left side of the face was flushed and 
swollen and she spoke only in monosyllables. During 
the night she had a convulsive attack followed by gene- 
ral muscular twitchings. After this the oculo-motor 
paralysis became deepened and she would not answer 
questions, although she appeared to understand what 
was said to her. 

' During the next day the mental dullness deepened 
gradually. into coma. On the following day there was 
stiffness of the right arm, but relaxation of the left arm 
and both legs; K. J. was exaggerated on the left side. 
The left eye remained open and fixed. the pupil being 
contracted. Later there was Cheyne-Stokes breathing. 
The patient remained in an apoplectic condition, dying 
on the evening of the second day. 

The post mortem examination revealed the following 
conditions: The dura was normal and not adherent; the 
pia free from inflammation, but much thickened; the 
meningeal vessels showed distinctly on the surface, the 
vessels over the hemisphere were distended. The right 
internal carotid was free until within two or three mm. 
of the penetration of the dura, and contained a flesh- 
colored, well organized thrombus. (Fig. 1). The right 
posterior communicating artery was a mere filament 
while the left was much enlarged. The right anterior 
cerebral was very small; the left anterior cerebral, very 
large. To the right side of the chiasm and the begin- 
ning of the optic nerve, there was found a dense yellow 
mass surrounding the internal carotid and adherent to 
the oculo-motor and optic nerves; this mass fairly oblit- 
erated the Sylvian fissure in which it was lying. The 
left internal carotid contained a recently organized 
thrombus in the region from which the posterior com- 
municating and antericr and middle cerebral form; this 
thrombus extended into the middle cerebral artery for 
about one-half its length. The cerebellum, pons and 
medulla showed on section nothing abnormal. Upon 
section of the right hemisphere, the head of the caudate 
nucleus, the anterior extremity of the striate body and 
the lenticular nucleus were found to be softened. The 
material in this softened cavity was yellow and about 
the appearance of pus. 


_ Fic. 4. Section of right optic nerve, showing new fibrous forma- 
tion, round cell infiltration, and some degeneration of the nerve fibres. 


Fic. 5. Section of the left. internal carotid artery, showing a re 
cently organized thrombus, and arteritis proliferans nodosa. 


lic. 6. Section of the right internal carotid artery, showing obli- 
terating endarteritis, thrombus formation, and subsequent caseation of the 
entire structure. 


Fic. 7. Section of the right posterior communicating artery. 
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Through the kindness of Dr. Mills, 1 obtained the 
above notes of the case from the Philadelphia Hospital 
Records, and also the specimen for microscopic study. 
The brain was hardened in Miiller’s fluid, and the sec- 
tions were stained with haematoxylin and eosin; hzmat- 
oxylin, picric acid and fuchsin; and according to the 
Weigert-Pal method. As a result of the microscopical 
examination, I offer the following facts illustrated in the 
accompanying drawings and photographs. 

The oculo-motor nerve of the left side shows in sec- 
tion the presence of scattered regions of small, raund- 
celled infiltration, and some tendency to fibrous forma. 
tion. The small, round-celled infiltration follows. the 
-course particularly of the endoneurium, separating the 
nerve tracts into smaller bundles, and that of the blood 
vessels. The blood vessels themselves are dilated; their 
walls thickened and surrounded frequently by groups of 
these small cells. ! : 

In one portion of the margin of the nerve nearest to 
the median line of the brain, there is some evidence of 
degeneration of the nerve fibres. Elsewhere the struc. 
ture proper of the nerve is normal; the axis cylinders 
being distinct. 

The oculo-motor nerve of the right side shows com. 
plete degeneration and almost total disappearance of 
the nerve fibres. (Figs 2 and 3). Only the remnants of 
a few degenerated nerve fibres are seen, the nerve tissue 
being replaced by fibrous tissue which is, in turn, in 
various stages of caseation. ‘The caseous remnants of a 
few minute blood-vessels can be detected. The position 
of the groups of partially degenerated nerve fibres is 
central and lateral. The epineurium is infiltrated with 
small, spheroidal, densely staining cells, and this forma- 
tion is continuous with the gummatous mass which sur- 
rounds the nerve. his gummatous structure consists 
partly of fibrous tissue which is very dense, and is infil- 
trated with small cells (similar to those seen in the 
epineurium), while other portions consist of more or less 
homogeneous substance without nuclei or cellular infil- 
tration. ) 

The left optic nerve exhibits changes similar to those 
affecting the left oculo-motor. While there is present 
very little degeneration of the nerve fibres, the round- 
ceiled infiltration and fibrous formation are more evi- 
dent than in the other nerve. The epineurium, peri- 
neurium and endoneurium, even to the finest divisions 
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of the latter are similarly affected. The round-celled 
infiltration follows also the minute arteries whose walls 
are thickened. 

The right optic nerve (Fig. 4) shows a greater extent 
and a more advanced stage of changes similar to those 
observed in the left. Particularly on the side of the 
nerve nearest to the gummatous mass (which invades 
this region of the brain), there is an interstitial infiltra- 
tion of small spheroidal cells. In places these have pro- 
eressed to spindle shape and fibrous formation. In some 
regions, especially on the side above referred to, there is 
in addition marked degeneration of the nerve fibres. 
There are present also scattered areas of degeneration 
in neighboring regions, but none so distinctly marked as 
those above described. 

The left internal carotid artery (Fig. 5) shows upon 
examination a recently organized thrombus, which fills 
up the whole lumen of the vessel. ‘There are present 
evidences of arteritis proliferans nodosa, the adventitia, 
muscular coat and intima being much enlarged upon 
one side, while on the opposite side there is relative 
thinning of the walls which are, however, thicker than 
normal. The adventitia is extensively infiltrated by 
small spheroidal deeply staining cells, which are here 
and there collected into dense masses. In some places 
there is a tendency toward caseation ; this being shown 
by an indistinct staining of the nuclei; but the general 
tendency is not in this direction. ‘The elastic lamina is_ 
intact. Evidences of obliterating endarteritis are shown 
by the increased thickness of the intima due to increase 
in size and number of the endothelial cells in addition 
to the spheroidal cells. 

In the right internal carotid artery (Fig. 6) are seen 
the conditions of obliterating endarteritis, thrombus 
formation and subsequent caseation of the entire struc- 
ture. The vessel-walls and the tissues in their same 
mediate neighborhood are caseous for a considerable 
distance. The distinction of vessel-walls into adventitia, 
media and intima cannot be recognized, and there is no 
elastic lamina visible. In the periphery of the adventitia 
there is an invasion of small, deeply staining spheroidal 
cells on that side of the artery, which is nearest to the 
surrounding gummatous mass. This gummatous growth 
filling up the Sylvian fissure extends about half-way 
around the artery, and consists peripherally of dense 
granulation tissue; of small round cells with more cen- 
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Fic. lo. Section through the right Sylvian fissure, showing changes 
similar to those in Fig, IX. 


Fic. 11. Section through the left Sylvian fissure, left carotid artery, 
and optic chiasm, sliowing thrombus in left carotid artery and minor 
grades of other changes seen in Frcs. IX and X. 
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trally located fibrous tissue, inliiltrated here and there 
with spindle and round cells; the centre heing a great 
mass of caseated tissue. ‘The small cells are arranged in 
definite areas in some portions, but for the most part 
irregularly scattered. 

The right (Fig. 7) and left (Fig. 8) posterior com- 
municating arteries exhibit earlier stages, and minor 
degrees of changes similar to those affecting the carotid 
arteries. | | 

A section through the right Sylvian fissure and the 
gumma (Figs g and 10) of that region, scarcely permits 
of a distinction between brain cortex, meninges and ves- 
sels. Obliterating endarteritis and periarteritis have 
progressed in this region until the vessel and its throm- 
bus form the centre of a caseous gummatous mass, 
around which are regions of fibrous and granulation tis 
sue. There are numerous other foci of caseation of 
lesser extent alike surrounded by fibrous tissue, spindle 
and small round-celled infiltration. The portion for- 
merly meninges, is now a layer of densely packed small 
round cells, and partly spindle-celled and fibrous or 
caseous. The infiltration extends a varying distance into 
ime cerebral cortex in places, there being no area of 
limitation between cortex and meninges. The blood- 
vessels of the cortex are dilated, the walls thickened and 
surrounded by the same small, round.celled ‘infiltration. 

A section through the left internal carotid and the 
optic chiasm (Fig. 11) reveals changes similar to, although 
less marked than those present upon the opposite side. 
The chiasm exhibits the already described disease of the 
support structures and some disease of the nerve ele- 
ments. The implication of the blood vessels is marked. 

The pons Varolii shows evidences of gummatous 
formation, with caseation in the region of the pyramidal 
tract of the right side. The vessels of the pia mater in 
this region are enlarged and surrounded by spheroidal 
cells; the walls of these vessels are mucn thickened. 
There is some degeneration of the fibres of the pyra- 
midal tract cf the right side. In other respects the pons 
is normal. 

In conclusion, the leading clinical features of the case 
may be summarized as follows: right oculo-motor paraly- 
sis; paresis of the left leg; mental symptoms (aphasia, 
irritability, stupor) and a long apoplectiform period with 
convulsions preceding death. Pathologically, the case 
illustrates most beautifully the multiplicity and divers- 
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ity, both in nature and distribution, of the lesions of 
cerebral syphilis. The multiplicity of the lesions is 
evident in the various involvements of the blood-vessels, 
meninges, nerves and brain substance. The diversity in 
the nature of the lesions 1s manifest, when we review in 
detail the arteritis proliferans nodosa, or again the 
arteritis obliterans simplex leading in places to multiple 
thromboses and localized softenings; the interstitial 
neuritis with degeneration of the nerve fibres, or the 
absolute syphilitic destruction of the nerve; the menin- 
veal implication progressing in places to simple round- 
cell infiltration or fibrous transformation and fusion with 
the brain substance, in others to caseation; and the in- 
volvement of the minute vessels of the brain, which 
tissue is itself in places slightly implicated, again exten- 
sively so, as evidenced by softening, or loss of normal 
limitations and involvement in large gummatous forma- 
tions, as in the pons and Sylvian fissure. There is 
hardly a manifestation of syphilis, possible in the struc. 
tures examined, that does not here find its exemplifica- 
tion. 
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